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24-hour Fractionated Urinary and
Plasma Metanephrines/Normetanephrines

NANNITUALIUANATRINITRINGIA

136379 catecholamines A4AUANNNTT L-tyrosine dldmnanansgniinn
chromaffin cells 1178 sympathetic nerve terminal LLé’ﬁmmﬂﬁ'ﬂuLﬂu dopamine ﬂ"ﬂu@"’mﬂ
Lﬂﬂﬂum'ﬂiﬂ W norepinephrine (NE) 11 chromaffin vesicle 1idnlvivlu chromaffin vesicles
NE mqmuﬂﬂmmu@@mﬂumvLL@L@@mnﬂummuLsuﬂﬂmaﬂw,ﬂu epinephrine (E) 7
adrenal medulla 1ag enzyme phenylethanolamine N-methyltransferase (PNMT) sﬁdmmﬁ
cortisol 1ilu cofactor fatiun9a3e E AainlElenizdi adrenal chromaffin cells twanzsl
PNMT fiLs cortisol 1iul@4 #ésanntiu Dopamine, NE uag E azgnilasliiilu metabolites
Tawn 3-methoxytyramine (3-MT), normetanephrine (NMN) e metanephrine (MN) Al
Catechol-O-methyltransferase (COMT) ANNANAL zﬁauﬁﬁﬂm‘am 11 free metanephrines
(MNs) slwﬁguﬁmvlﬂ free metanephrines %gmﬁmm;j sulfate Aqgl sulfotransferase isoenzyme
1A3 (SULT1A3) nanaiilu conjugated MNs (;3'\1 urine fractionated MNs A® N179@ sulfate-
conjugated metabolites ﬁul,m) Lﬁmw free MNs N conjugated MNs A2138N91 total MNs
uﬂﬂ‘ﬂ’m‘i free MNs ﬁ\‘igﬂ enzyme monoamine oxidase (MAQO) ﬁL%@ﬁﬁm 1 WA alcohol
dehydrogenase (ADH) ﬁlﬁ‘l_l Lﬂ?ﬁlﬂuiﬂLﬂu Vanillylmandelic acid (VMA) sluﬁ/ﬂﬂﬁlzgm

Fatisdrasnsngna

Weldlunisidads pheochromocytoma/paraganglioma (PPGL) EIRIEY ST
87NN9 VITRBINNTUEAD LALN

1. 81113 paroxysm i1 Aasulatings vialawiuisa o wdeuwsn

2. Adrenal incidentaloma Mmzﬁ‘ﬁ unenhanced CT attenuation N1NNIMUTALNNL
10 HU

3. NMIuNeIANNAULLLLHNAME (Unexplainable variability in blood pressure)

4. Severe 138 resistant hypertension

5. AMNAULNNUTDGIHNINANAUSALNTAUENUNTEA 813 UNeTdn NFANEN

6. ARNTaIlURLl8NAANNALINIAUENTINTD hereditary PPGL
7. maAamunauN LUl usnaInsHAn



aal
28N15NARAL
= o Y
msinsaNAagilae:
1. UANNSLAL 24-hour urine fractionated metanephrines / normetanephrines /
3-MT
~ = o o a v £ @ a va v
11 @oude winana Jun warEnsuwazauganisiuilaancy Aaldndng
plastic urine container
1.2 MAIANNAUUEYE ATTAENIIZNN 1 ATY NAIaINUUALTNAWn LD aaNe
24 Gl
1.3 Plastic urine container tivdngfiulutasassnn 4 asr) agld 7 u
1.4 asnnudaanazynasaniasiny vnuiulaenisdaaadldlaanss i
Haaazldanruzdunazenanau Wamilaanazld urine container T ANNMUA LHaLAL
taaazasulvidanelu 3 u
1.5 mAaguivilaanng 24 dolng Wluman 3 Ju iaiaanalalunisidags
1.6 dunsrailaanny 24 9lag creatinine AglENe WNERTIRAELINLLREN
ATUYTD LY
2. UANNISLNL plasma free metanephrines / normetanephrines / 3-MT
2.1 4ARIUNTRENNLRE 10 G2laNaUNIINAREL
2.2 Wadwaans Aot butterfly cannula waagtlaeuausy 20-30 w1l lu
Neanast wazlaifuauwiuly nasanniuaaniudesansaa
2.3 maazaealwinilaglalalifloainnen azvinliaalagean vinlw
sensitivity aRaILazaIalNANALINAN (false-positive) e
2.4 UNENEIRTIAUTUNWTY VTOWTLEUN 4 S9ANTALIEENIUANT UNAINITO
>3 1 ar d' [~3 1 1 o ar = s v I @ q' =
Iapngluduiiiudansaa wnnldanansanlaluduinannu Tiubdun -20 f9 -80 a@n
CRGHE
3. memsaNgilas
3.1 VgALNTITUNIUNMINAGEL NeWIL urine 178 plasma atnatias 72 49l
3.2 vgA@IUIT catecholamine-rich diet NauUNIINARELBLNIYRY 72 F9lN9
oY a | ¥ a o
wnvinlel wieetnalasiign 24 Galag
e catecholamine-rich diet i cheese GoAlnuas N WILFNY HARADE
AMNOANRBY TEANUVAD DIAUAT D997 Fanlnuan tHegluuy dried ¥7e smoked
s % v k% I | Vv as v [<1 k%
meat Laanaaas a1suanaed Wald liun aqu aloanla nane dutzsn du usu
o Inaalil catecholamine-rich diet HnavinliiAn 3-MT zgﬁuié’f'ﬁq 317N
WAL conjugated normetanephrine @ﬁuié”ﬁq 2 M1 YN urine VT plasma Tuanuen
free MNs 1178 conjugated metanephrine Tl unansznuaIne g
3.3 NanssuATugeAvrzanInzNAsvaniaeaneviuilasiretiites 24

dalua lawn vigorous exercise YExa significant physical stress
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ailnsnifidaunTan:
e 24-hour Urinary fractionated metanephrines
Plastic urine container AuNALszxN 3 AR 75 light protection nelunsq
6N HCI (Hydrochloric acid) gzantu 30 ml
fanarazds 6N HOI finduqu Ynudndavsegans Litlviviealin S
gnAavldlidnadaeniazeannFannmnn
e Plasma free metanephrines
1. EDTA tube
2. Butterfly cannula

3. maulaunudd Wald EDTA tube NIaza@9msaa

ANS19ENNSLNIUNTSTATA plasma WAz urine metanephrines

Change in results

Plasma free Urine fractionated

Normetanephrine  Metanephrine  Normetanephrine = Metanephrine

(NMN) (MN) (NMN) (MN)
HPLC-ECD /FD
Acetaminophen® m - M _
Labetalol* - - " 11
Sotalol® - - "M "M
a-Methydopa® m - m -
Buspirone® — m - m
Sulfasalazine® m - m -
Tricyclic antidepressants® () - m _
phenoxybenzamine” m - m -
MAO-inhibitors” " " (A (Al
AN T 1 T T
Cocaine” 11 T m T
Levodopa® T T m T
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Change in results

Plasma free Urine fractionated

Normetanephrine  Metanephrine  Normetanephrine = Metanephrine

(NMN) (MN) (NMN) (MN)
Amoxicillin - - m -
MHBA - - W WL
Methenamine - - m "M
LC-MS/MS
HMMA T - _ _
Midodrine _ 11 B 3

* Analytical interference for some but not all methods employing HPLC-ECD.
’Pharmacodynamic interference leading to increased levels affecting all analytical methods.

“Analytical interference with some LC-ECD assays, and also pharmacodynamic interference increase the dopamine
metabolite 3-methoxytyramine affecting all analytical methods.

MHBA, 3-methoxy-4-hydroxybenzylamine (msﬁwﬂu curry leaves)

HMMA, 4-hydroxy-3-methoxymethamphetamine

nsuidana

1. DWa plasma free V3@ urine fractionated MNs 1agina 1 Lﬁﬂﬂj@dﬁ’]ﬂﬂﬁﬁ@d@ﬂ
1adaniannandsasluniaifle PPGL (negative predictive value 99.7%) agindlafia flam
uuzilivnaseugilugtlesfiiananhagifluneunismaaouge i filseiRdaus
viansauAiaues PPGL Ve tufiviliiAn PPGLY vi3edifiiasantuadn (manaaoy
q false-negative rate 2.1%)

2. AMRALUNA A8 plasma free MNs ANNANNTN2RLLUIRIANUNG 2 111 e
24-hour urine fractionated MNs ANNINNANTALLUIAIATLNE 3 111

3. lugtloefsrfu MNs gathunans (plasma free MNs < 2 i1 vi3e urine
fractionated MNs < 3 WinrasanLnAngaqa) IWiRarsananmhaziulsaiaunmaaay
wazuenuaziladeiifondasiuavieiadaau ) Adnase MN, NMN uazenasiluges
fin Managaumstiudalaslaainu (clonidine suppression test) LBLENTZNIN
false positive Wi PPGL Lflaa1saund1Asvinnstnanwiafinvielsl



v (%)

AAAIFFLI L UNITHUANR:

e Mid-moderate renal impairment 81agINARBNTLLANG
— 91N eGFR < 15 mL/min a¥vnlilia urine fractionated MNs ANNA1A91H

\{lua39 (false-negative)"

— Chronic kidney disease stage 3-4 or dialysis ANAVIA plasma free MNs

819g9N3ANNLTIIWATY (false-positive) WuzNA@ILTUAY cut-off LANTWAIN upper limit

| val a a @ 1 a v v o o \
° VLSJM?V]@ZQ@‘LISMQ‘V]LW\‘IN@’m’]ﬁ‘LﬂUﬂ’JﬂVImfmL‘mi‘l_lﬂ’ﬁimzhluiﬁ\w\lﬂ’]‘i_n@ LT

hospitalized heart failure, myocardial infarction, stroke Y38 N19% shock WNTIZAEVINLIALIA

false positive 1o

v "% i = ° v a . 1Y
o MldlAuausuNauaIzldan @1AvinlwiinA false positive LA
o o1 PPGL laiviaagesluy vi3anas dopamine azvinliiiin false negative 1o (13

NAFAUN false-negative rate 2.1%)
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24-hour Urine Calcium

UANNNSUASLWRANATRINITAIATIA

n19% hypercalciuria AAMNENAUSAUNTAATINIAANTY way idiopathic

hypercalciuria MMAANN9 secondary hyperparathyroidism

TR aNHNANU urine calcium HAa

e Urine calcium galupuidansozaselili

1.

ok 0N

v a o ~ >
ALTEUBENANTTULTEN I ULARTENABTUG
T8 INIIRNIIN
AUAITNIGINIIAUHIAT (FN9NULTTHU 40-50 HN./31)
N . . o =
AUNA urine sodium g4 (FuLsEnIunaaNin)
Aa A =
ARV R MRERTFURIEIAIR

e Urine calcium s lupunnansessmalilil

1.
2.

IS . .
4 calcium malabsorption

N serum 1,25(OH)2D rfl"ﬂ

ARUNTURINITASIA

1. NBINARLNNY hypercalciuria ganulaluauiiglu primary hyperparathyroidism

(PHPT) AunRTaNlm wazauNl hypoparathyroidism NIASULAALTEN LAZ/Y38 active form

YRIIAINLH

2. szl calcium LazyiTa vitamin D malabsorption

dUnUag Assay LUN19ATIA

Auto analyzer

A8n1snAgaL

1. Wiunaanlasun1sAlIN19LIALAAEYN (elemental calcium AIN8IUNT

WAY/Y38 supplementation ®&191las 800-1,000 NN./A4) wazA29H 25-hydroxyvitamin D

> 20 ng/mL



2. Buivlugdaadn nasannilaanazaiausniiall (second void) vivldaudiadin
TUTAUAUATY 24 F9l1e LAY urine creatinine Aae Wvelsziliudiuiasazlansuvield

nsulana

(5%

e Hypercalciuria: A1 cut-off %uﬁuﬁq\ifmq Fail
— Neonatal and infant > 6 mg/kg/day
— Children and adolescents > 4 mg/kg/day
— Adults
AT1el > 300 mg/day

Y A

NUEUN > 250 mg/day

e 1A 24-hour urine calcium N1AUAW urinary calcium /creatinine clearance
ratio (CaCrCl) Lﬁ@“ﬁfmﬁﬁﬂﬁﬂ weinlsATZUA4 familial hypocalciuric hypercalcemia (FHH) wag
primary hyperparathyroidism (PHPT)

ax o urine calcium x serum creatinine
-  28AUIN CaCrCl =

serum calcium x urine creatinine
- nswlana

PHPT: CaCrCl #7nn31 0.02
FHH: CaCrCl tiagingn 0.01
e Hypocalciuria: ARNAN 24-hour urine calcium AN lower end 184 reference
range MNUAALTINEE]
— A reference range 384 24-hour urine calcium luiAnglafnrualidaian
ﬁmiﬁﬂ‘lﬂﬂmﬁﬁzqm reference range Aana1aLili 1.09-3.67 mg/kg/day
— A" reference range U84 24-hour urine calcium 1upﬁwtﬁ fﬁu@g'ﬁuﬂ?mm
=~ aa =] iaa e =~ ~ ! a .
wAAEHNNNY na1aRe Flyninuetvnsidupa@asiNeanea A1UnFAveq 24-hour urine
calcium @ 100 D4 250-300 wn./3u wazglyninuenmsniluaadantias AUnAveg
24-hour urine calcium A8 50-150 #N./31
! v A = = a 1 . . = =
- nmsudana i onduAariasluaenlng AN hypocalciuria dnennag

calcium malabsorption
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ACTH Level

NANNITUALIUANATRINITRINGIA
N1IMTIa ACTH @1u190liuennnae primary Was secondary/tertiary adrenal

insufficiency (Al) 1§ uazaunsalduananingaeansiia Cushing’s syndrome 161

ABLITURINTATIA
o EL%LLﬂﬂmmEJmiLﬁm Al 92199 primary Wag secondary/tertiary Al
° SL‘E/LL?mmema‘Lﬁm Cushing’s syndrome 79199 ACTH-dependent uag

ACTH-independent Cushing’s syndrome

dinUad assay lUN19M5IA
UeNATIAAILIT immunoassay Wi electrochemiluminescence immunoassay

(ECLIA), radioimmunoassay (RIA), enzyme-linked immunosorbent assay (ELISA)

ac
A8N1SNAFBL
=l w Y
nsiRTENaQeltlae:
1 o [~1 v
e lxanflusasinanng
° Yo PP o o P o
o wuzinliFUlsznua iR ladumInaunvaaaU asannluduanasunou
NNIADLALBILAZNITVIRIIDI ACTH
e ANTLALAIAINTIALUTAATIIANUTENU 08.00-09.00 UNRAN
a A o a a =y A Ao Lo !
e YANLALNNITTULUTLNIUARNAUNTRDIUNTLATNNHAIULTENDLUDY biotin N
NIINAFBLDENIURE 12-48 G2L1Hd
o wuzilvivign dexamethasone atatiat 1-2 Ju LilasaINuaImen dexameth-

asone lat 1 JuaialaA ACTH mndUnitiasanninissiusia HPA axis



1

Sl & a
aUnsalnnanTeN:
o UNAITIRRALAY syringe ANUTLAALABA

e pre-chiled EDTA (3n3a) Aladinsusifiunaanlineuigumni 4 esaaaios

aa
AENAEaL:
o WWIENVABALALLASA pre-chiled EDTA (an3ng) laxnisudifiunasnlinen
NQUUNH 4 BIALIALTE A
e LANZLARAEI ACTH
4 Y ar 1 =y v 1 [~3 = 1 v a oA as = 1
o wAvAINlAFBtNIAaALAIATITLiuLArTUAITRNI N IANTUT wanls
Yo ) @ val a = =
ansoasalaviuiiadsieniunaaniulinenmnd 20 esradaanialy 15 Wi
PAIANLANZLABA

e 11899N7EAU ACTH @1aiN1TN39 ALl LAaZIY (pulsatile) Wa1TsL AL ACTH

% '
| o =

aei4tiae 2 Aaat1an1INAaaL (specimen) TuNIINAININIT B lNADARARINLAINITIAY

Y
‘ﬂ’ﬁﬂ'ﬁLL@ﬂ\‘l‘H@\‘]l}jﬂfJﬁl

nsuildana
e NMSUENAUUANITIAA Al
— 96U ACTH gananinausiuuaeIAtng (upper normal limit: UNL) §nn9n
2 WwiTaNAY > 100 pg/mL (> 22 pmol/L) Diadytlaedniag primary Al
- s¥fu ACTH agluinawitlnfvisesnndinadadngiloaiinieg secondary
V78 tertiary Al
- dwiuennfives ACTH tiu Tuetiuusazainvieiivierasnimmageyd
WARZADNUNENLNG 1T
e NISUENAUUANISIAA Cushing’s syndrome
— 96 ACTH #1 > 20 pg/mL (> 4.4 pmol/L) Bad13in19z ACTH-dependent
Cushing’s syndrome
— 3uf ACTH 71 10-20 pg/mL (2.2-4.4 pmol/l) @1addmsaa ACTH dvise
ﬁﬁﬂﬂimm@fauﬁluﬂ Lﬁ@LLﬁﬂﬂ’mz ACTH-dependent Ve ACTH-independent Cushing’s
syndrome
— 926U ACTH 71 < 10 pg/mL (< 2.2 pmol/L) Se91in19z ACTH-independent

Cushing’s syndrome



12

|
o

NALUINAII:

N9 heterophile antibody a1avinlisEay ACTH genanidnala

NAAURIN:

'
=l a

o maifiu ACTH lunaesdennlallaudifuvieiiuiguuniung e1avinln ACTH

gAenaUn@le

e n1sfutlsEnau biotin TulFanmuigs > 15-30 mg Aaduaiasunaunsilana

ACTH 16 ynnld38n1smeaauuy sandwich immunoassay LagazyinlyiAn ACTH A1nan

Undle

LANAI5R19D

10.

Spiga F, Walker JJ, Terry JR, Lightman SL. HPA axis-rhythms. Compr Physiol. 2014;4(3):1273-98.

Shlomo Melmed RJA, Allison B. Goldfine, Ronald J. Koenig, Clifford J. Rosen. Wiliams Textbook of
Endocrinology. 14th ed. Newell-Price JDC, editor. Philadelphia: Elsevier; 2019.

KT JY, Babic N, Hannoush ZC, Weiss RE. Endocrine Testing Protocols: Hypothalamic Pituitary
Adrenal Axis. In: Feingold KR, Anawalt B, Boyce A, Chrousos G, de Herder WW, Dhatariya K,
et al., editors. Endotext. South Dartmouth (MA): MDText.com, Inc. Copyright © 2000-2022, MDText.
com, Inc.; 2000.

Kalyani M, Hasselfeld K, Janik JM, Callahan P, Shi H. Effects of High-Fat Diet on Stress Response
in Male and Female Wildtype and Prolactin Knockout Mice. PLoS One. 2016;11(11):e0166416.
Motahari H, Thumma S, Menon L. Biotin Supplementation Creates the Misleading Diagnosis of
Secondary Adrenal Insufficiency. J Endocr Soc. 2021;5(Suppl 1):A120-1. doi: 10.1210/jendso/
bvab048.242.

Elston MS, Conaglen HM, Hughes C, Tamatea JA, Meyer-Rochow GY, Conaglen JV. Duration of
cortisol suppression following a single dose of dexamethasone in healthy volunteers: a randomised
double-blind placebo-controlled trial. Anaesth Intensive Care. 2013;41(5):596-601.

Krasowski MD, Drees D, Morris CS, Maakestad J, Blau JL, Ekins S. Cross-reactivity of steroid
hormone immunoassays: clinical significance and two-dimensional molecular similarity prediction.
BMC Clin Pathol. 2014;14:33.

Available from: https://www.labcorp.com/tests/004440/adrenocorticotropic-hormone-acth-plasma.
Nieman LK. Molecular Derangements and the Diagnosis of ACTH-Dependent Cushing’s Syndrome.
Endocrine Reviews. 2021;43(5):852-77.

Raff H, Carroll T. Cushing’s syndrome: from physiological principles to diagnosis and clinical care.
J Physiol. 2015;593(3):493-5086.
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Bone Turnover Markers in Osteoporosis

Mﬁﬂﬂ’]iLLﬂZLMﬁ‘!N@‘ll’ﬂ\iﬂ"l‘a‘ﬂlsiﬁl‘a"m

Bone Turnover Markers (BTMs) s34 bone remodeling rate Tagdnanniaan
viailaanng uinilu 2 nga fail

1. bone formation markers LAwn osteocalcin, bone alkaline phosphatase, type 1
procollagen-C-propeptide, intact type 1 procollagen-N-propeptide (intact PINP) LLag total
P1NP

2. bone resorption markers Tawn pyridinoline, deoxypyridinoline, type 1 collagen
cross-linked N-telopeptide, type 1 collagen cross-linked C-telopeptide (CTX), type 1 collagen
C-telopeptide Wae tartrate-resistant acid phosphatase 5b

yatsleanszgnnguusialszwmalng wazan1anlsANTEANWIUTEAUWIUNTNA
wuzti iR PINP waz CTX ileRanianisinenlsanszanngu tnssedu BTMs yaaadia
%Lﬂﬁ'ﬂuuﬂmL%ﬂdﬁmf]wmLuiwumm*z@n (bone mineral density; BMD) #adlasyien
SnenleAnszgnngu

Satisirasnsngna
1. Uszifiumnuainayne LasnIRaLALedRatn bisphosphonates Baias LTz
2. 31laqg treatment failure %138 inadequate responder
3. N9tU denosumab discontinuation

dUnAUR9 Assay LUN19ATIA

A191NLLAMY analysis methods LRSI UAUDY sample lun19msaa CTX uag PINP

C-terminal telopeptide of type 1 Serum procollagen type 1
collagen (CTX) amino-terminal propeptide (P1NP)
Analysis methods - Automated and manual - Automated and manual
immunoassays il immunoassays Wi ELISA
Enzyme-linked immunosorbent - Multiplex microarray
assay (ELISA) - Jalewilu total PINP (trimeric Wa%
- Multiplex microarray monomeric propeptide) 1138 intact
(trimeric propeptide) P1NP
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C-terminal telopeptide of type 1 Serum procollagen type 1
collagen (CTX) amino-terminal propeptide (P1NP)
Sample type - Serum - Serum
- EDTA plasma - EDTA plasma
- flaanay

Note: wiziindemsaa BTMs aanidanunnnanilagng uazaansaalaainiia serum wae EDTA plasma

aal
A8N1SNAFDL
= o Y

msinsaNAINilae:

e NlimTIA CTX wuzhlianziaenvirelfivuilaanazlugaadinnasann fasting Iae
ANTLEILAANAT 10.00 1. LAZIAEANNNAINIEABLNANZIAALTILNANDENILas 24 G2lNa

o anuluniinianziannnsna PINP niau CTX

o ML UNITINTIA PINP WaZ/13a CTX Watun1sRamIN wusUdInsaadn
12NN UNALAN LALlBLATAIATIAULALINATIANITATIALAN LALATIRNIANAN

nsuildana
lasannilaatiulaiidayad BTMs AunFlugudding Asuuziiliulanalasdn
A1 reference range TrnLAlALLFEMANARTANTIATIL
1. L‘ﬁ'ﬂ monitoring response to therapy
1.1 UszlAuAuasEaNe Lagn1IABUAUEIsAE bisphosphonates Tiln
Futlsgniu Tnauusinlifds CTX waz PINP nauwaswainsne 3-6 wew lunsdifi bone
turnover markers AANAARININNGT LSC ADARAININNTN Fasaz 40-50 (iewfiauiusn
nauNIsNEn (MnnTueeyatislsansegnnuwialszmalng) Tindanadinisined
Use@nEnme Sananafadiaefiuanatnemsiniane Tunsdlitlaifial bone turnover markers
Aaunsinen wusinlildan BTMs flanassnndnanfenansaasanilnilu premenopausal
woman Wnula
1.2 dsziudlineuauaiunisinm Iildnisdauwlames CTX way PINP
saufuAnEurnAaTinay - elszfiudidihadinueilineusuesianisinenvisel
athdlafiona inneidananaifisziuanmihideteluszdumuuztihangidaasny
2. LﬁﬂQLLaﬁﬂ'sﬂﬂizﬁ denosumab discontinuation
ﬁﬂéugﬁlmﬁﬂmﬁ [Consensus Committee of the European Calcified Tissues
Society (ECTS)] wuzun il CTX lun13uswisen zoledronic acid Lﬁ@@LL@ﬁﬂwﬁﬁ@wqm
21 RANKL-inhibitor (denosumab) nasanniilasuensnuiusinnsn 2.5 3 eendlafinns
wuaNIdInanaiiifasmadayaannsineauisis
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NALINAIUAZNARLIAN:
e f1 CTX uaz PINP geuuvasnanszgninaingly 1 1 vsedl immobilization

¢ A1 CTX uaz monomeric PINP geiusnnlugios CKD laenaniy stage 3b
usuly
e AN CTX AAAINAINIUBINNT

LANAITANND

1. Schini M, Vilaca T, Gossiel F, Salam S, Eastell R. Bone Turnover Markers: Basic Biology to Clinical
Applications. Endocr Rev. 2023;44(3):417-73.

2. Charatcharoenwitthaya N, Jaisamrarn U, Songpatanasilp T, Kuptniratsaikul V, Unnanuntana A, Sritara
C, et al. Summary of the Thai Osteoporosis Foundation (TOPF) Clinical Practice Guideline on the
diagnosis and management of osteoporosis 2021. Osteoporos Sarcopenia. 2023;9(2):45-52.

3. LeBoff MS, Greenspan SL, Insogna KL, Lewiecki EM, Saag KG, Singer AJ, et al. The clinician’s
guide to prevention and treatment of osteoporosis. Osteoporos Int. 2022;33(10):2049-102.

4. Eastell R, Rosen CJ, Black DM, Cheung AM, Murad MH, Shoback D. Pharmacological Management
of Osteoporosis in Postmenopausal Women: An Endocrine Society* Clinical Practice Guideline.
J Clin Endocrinol Metab. 2019;104(5):1595-622.

5. Gregson CL, Armstrong DJ, Bowden J, Cooper C, Edwards J, Gittoes NJL, et al. UK clinical
guideline for the prevention and treatment of osteoporosis. Arch Osteoporos. 2022;17(1):58.

6. Wu CH, Chang YF, Chen CH, Lewiecki EM, Wuster C, Reid |, et al. Consensus Statement on the
Use of Bone Turnover Markers for Short-Term Monitoring of Osteoporosis Treatment in the Asia-Pacific
Region. J Clin Densitom. 2021;24(1):3-13.

7. Tsourdi E, Zilikens MC, Meier C, Body JJ, Gonzalez Rodriguez E, Anastasilakis AD, et al. Fracture
risk and management of discontinuation of denosumab therapy: a systematic review and position
statement by ECTS. J Clin Endocrinol Metab. 2020
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C-peptide Level

UANNITUALIUANATRINITRINGIA

winmaalususauaielnsdugan (proinsulin) Insdugaulausautiaihulling
ey (connecting peptide) vida -111/Ing (C-peptide) wardugau szav a-hilva awwnsn
liuannapNaxnTlunITai BT a v e uaaulusenie

L4 1 dy
ABLNTURINTTASIA

iedtadeuenisaauIniugiisle ANNIINUIBLLREAATIINANNAINITD
lunisadedugausiniedla (residual beta-cell function) TiTqeNaITIMINITINEN KNz AN

aa
A6NI15NARAL
d o Y
MsiasENAdLFE:
% v v o . v =

o lHARIRARIUNT DIFABINNTATEFL random C-peptide Wlanziaannelu 5 au.
NAINUWAINNT

o lupuilisugaulilisals

i v al
’Qﬂﬂimﬂﬂ'ﬂﬂlﬂiﬂ&l!

WARALNLLABARIYMIL C-peptide (clotted blood) LLa plasma glucose

AaNAdaL:
= . v = o 1A
l_IzlaanlTums 3-5 mL nT9a C-peptide WTaN plasma glucose ATTTUUIRILABA
NAIRANNLANZIABA

nstesEanEnadaL:
laimsaaszau C-peptide el 2 dlanindsanniiannzuimaluaengeanian
wuztilinga 3 ineunauinnioziimaliuaengagniay

N5 TEURINITNIAFAL:
Ll o v a
Arlaanmnsoiutlssyiuanmslasung
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nsikilana

Random, non-fasting C-peptide

e TsANuauTTiadi 1: 924U C-peptide Yasndn 0.6 ng/mL Wid 0.2 nmol/L v3e
200 pmol/L

o wnifadauvau > 3 T ddlismnsoalofinvacunnanuls Iinsmadi
5 1] 1N9zAU C-peptide 0.6-1.8 ng/mL 138 0.2-0.6 nmol/L %38 200-600 pmol/L a1ty
TsALLNMINUETAT 1, Maturity-onset diabetes of the young (MODY) v lsatunvanugiin
71 2 Mdaugaulasanzlunguiidfatineenie Unfvizetias videidunvauannu

o TsANuauTfiadi 2: 3261 C-peptide #INNIEBLYINGL 1.8 ng/mL 138 0.6
nmol/L 38 600 pmol/L

Note:
o (N C-peptide Uaanan 1.8 ng/mL 778 0.6 nmol/L %3a 600 pmol/L Ly
plasma glucose < 70 mg/dL 1ﬁm50ﬂf§ﬂﬂ%q
e 1 C-peptide < 0.24 ng/mL 3@ 0.08 nmol/L %32 80 pmol/L lifAaimnsaa
Ggﬁ P ERrTzartats

e NI9LLYUAINUIY C-peptide: 1 nmol/L = 1,000 pmol/L = 3 ng/mL

LANAITANND

1. American Diabetes Association Professional Practice Committee; 2. Diagnosis and Classification of
Diabetes: Standards of Care in Diabetes—2024. Diabetes Care 1 January 2024; 47 (Supplement_1):
S20-S42

2. wuwavntUjiRdmiulsaunnenu 2566. auianlsawmanuitssinalnelunszagdang
ANFANTENNTAUTITAANY RENNUTNIVINNTT. 2566.
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Calcitonin

NANNITUASLWANATRINITAIAGIA
Calcitonin gmﬁw LAZAIBBDNNIAN C-cell ‘um[ﬁimﬂm‘faﬂﬁ L1114 tumor marker

'
o

NEAYNITLUNNTRARINNITINEN 189 medullary thyroid cancer

L% 1 dy
AALNTGUARINITHTIAN
ATIARARINNITINEN medullary thyroid cancer

FUMAURY assay LL¥N1TMNTIA

Electrochemiluminescence immunoassay (ECLIA)

nsudana

ANNANNLEEILATTHANTHF AT RIAULdTLTIY Medullary thyroid cancer RNH
American Thyroid Association Guidelines for the Management of Medullary Thyroid Carcinoma
2015

NALUINANN:

calcitonin Wublmu@:ﬂfmﬁﬁ

1. Hypercalcemia

Hypergastrinemia

Neuroendocrine tumors

Renal insufficiency

Papillary and follicular thyroid carcinomas

Goiter

No ok N

Chronic autoimmune thyroiditis
8. Prolonged treatment Aot omeprazole (> 2-4 Lafau), beta-blockers Way

glucocorticoids

NANLNIN:
calcitonin WuimupiﬂQﬂﬁﬁ rare medullary thyroid cancers NLUNA3 calcitonin
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Copeptin

NANNITUASLWRANATRINITAIATIA

Arginine Vasopressin (AVP) @371937N paraventricular neurons of the hypothalamus
Imﬂm%‘nﬂu pre-pro- vasopressm en\‘iﬂ';“”ﬂfa‘i_lmﬂ vasopressm neurophysin Il LAY copeptm
m\mummwmw AVP L‘WN“]J‘LA TLAL copeptin ﬂ"i”LWN“Huﬂ‘Jﬂ WAL copeptin N half life ‘1/1
£19N91 AVP @ﬂ"ﬁmmm copeptin LNUNNTIA AVP

datisiuasnsngna

1uﬂicﬁﬁt}§ﬂaﬂﬁﬂwz hypotonic polyuria-polydipsia syndrome a1 Iumagwen
N139UARETEIN primary polydipsia, N9 AVP deficiency syndrome (AVP-D) kag N19e
AVP resistance syndrome (AVP-R)

dinuae Assay 1UN19A5IA
Automated immunofluorescence assay (BRAHMS KRYPTOR Copeptin proAVP,

Thermo Scientific Biomarkers) Y38 sandwich immunoluminometric Assay

nsulana
e Baseline copeptin 21.4 pmol/L #nHen13 AVP resistance
e Baseline copeptin 2.6 pmol/L TUNTNN1Y AVP deficiency
e Baseline copeptin 2.6-21.4 pmol/L 9mAN Stimulated copeptin (Lﬁ@ plasma Na
> 147 mEg/L) uazuiana
— Stimulated Copeptin 4.9 pmol/L UNDNN1E AVP Deficiency
— Stimulated Copeptin 4.9 pmol/L UnoNae Primary Polydipsia
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Baseline copeptin

|
v v v

< 2.6 pmol/L 2.6-21.4 pmol/L > 21.4 pmol/L

!

Stimulated copeptin (plasma sodium level > 147 mmol/L)

l l

Stimulated copeptin Stimulated copeptin
< 4.9 pmol/L > 4.9 pmol/L

| l l ,,

Complete AVP Partial AVP Primary AVP
Deficiency Deficiency polydipsia Resistance
LAaN&19DN9DY

1.

Arginine vasopressin deficiency: diagnosis, management and the relevance of oxytocin deficiency.
Nat Rev Endocrinol. 2024.

The water deprivation test and a potential role for the arginine vasopressin precursor copeptin to
differentiate diabetes insipidus from primary polydipsia. Endocr Connect. 2015;4(2):86-91.
Approach to the Patient: “Utility of the Copeptin Assay” J Clin Endocrinol Metab. 2022;107(6):1727-
1738.

Copeptin-Based Approach in the Diagnosis of Diabetes Insipidus. N Engl J Med. 2018;379(5):
428-439.

Christ-Crain, M., Fenske, W. Copeptin in the diagnosis of vasopressin-dependent disorders of fluid
homeostasis. Nat Rev Endocrinol 12, 168-176 (2016)
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Diabetes-related Autoantibody Tests

uﬁnmiu@zmqwammmidqm’m

leAlLNvUTLAN 1 ﬁmmm’mL‘ur?hLmﬁmmﬁué@uﬁwﬁma@ﬁuuéuﬁu an
o a v s d' 1 v 4? = a a ¢ o 1 a a a v
AEANNRAANTUNTNNEATNIY viTe aalauauAuant inlrliasnsonanautauls
MliTangngugau

ANN1TOMTIANL islet cell autoantibodies TUlTALLNMANWTINATN 1 @1N1701G islet
cell autoantibodies WeNTENTTIAALTALLNMUEHAN 1 16 613 islet cell autoantibodies
2; 1 ar dgj =1 =Y v = v
patpaadsnlullazilaniaie leawnanuiasaz 70 Twaan 10 1 way Sasuaz 84 lu
1A 15 1

14 ] ¥
ﬂ@ﬂ\?%‘ﬂﬂﬂﬂq‘é‘ﬁl‘é‘qq

LN LAD LA NENNTOINITLAALT ALLNNAINUTRAN 1

aa
A8N1TNAFAU
= U
ﬂﬂﬁtmiﬂumqgﬂ'ﬁl:
5% = = A =
VLN[;”]@QQ@@W“'\TV]?@LW?@Qmllﬂ‘aulﬂf]gl@@ﬁ

cal v =
Alnsalnnasnsea:

@ = AN 1A o @
naaaiuaenilidasiuaends (clotted blood)

BNAdau:

o Wzdaniunng 3-5 mL ldnaaafulaeafiliiasiwdenuds thdaias
UguAnisnelu 2 ax, WAIRNLALRIGIRTIA Inadamsaa Islet cell autoantibodies (ICAS)
darlszneudae

— Glutamic acid decarboxylase autoantibodies (anti-GAD) or anti-GAD65
— Islet tyrosine phosphatase 2 Y38 Insulinoma-associated-2 autoantibodies
(anti-1A2)

— Zinc transporter 8 autoantibodies (anti-ZnT8)
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nsidana

NIATIANLIHALANGLLA 1 aiadulliuiunisdiasaiunmauailni 1 1ne
Fa8ay 70-90 @a1:N1TORTIANL islet cell autoantibodies L&

e D1MIIANL Glutamic acid decarboxylase (GAD) autoantibodies titadniilu
v dad 1

o 07m99aluNL Glutamic acid decarboxylase (GAD) antibodies l7ida1msaa
Insulinoma-associated-2 autoantibodies (anti-IA2) WaZ/Y38 Zinc transporter 8 (ZnT8)
autoantibodies

e luauangy < 85 1 Alaifdnwaziumeueiia 2 w3e MODY enansaaliny
aelawauiuand wadguiuuvonusiad 1 18 el 5-10% Tiinaealauaufueds
luau

e NIM994 Zinc transporter 8 (ZnT8) autoantibody luauiislauaufiuesdain
Auiluat Wuan 26% 3 Zinc transporter 8 (ZnT8) autoantibody Lilwwian

e Slowly evolving immune mediated diabetes AzfTIANU islet cell autoanti-
bodies A® T08aY 90 ATMTIANL anti-GAD WAz Te8ay 18-24 aMIIANL anti-IA2 V36
ZnT8

LANA19A19DY

1. American Diabetes Association Professional Practice Committee; 2. Diagnosis and Classification of
Diabetes: Standards of Care in Diabetes—2024. Diabetes Care 1 January 2024; 47 (Supplement_1):
S20-S42

2. wuantljiRdmiulsaunmenu 2566. ananlsawmanuilssnalnelunssaglang
ANAANTENNTAUTITAANY RENNUTNIVINNIT. 2566.
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Insulin-like Growth Factor-1 (IGF-1)

UANNITUALIUANATRINITAINTIA

IGF-1 (Insulin-like Growth Factor-1) tfluseiluufiaieanesadsu dan1sainam
AINNTNTER WD Growth Hormone (GH) AnAaNlAaNaIntin N13ns9a IGF-1 A9a1u70
i flunnsAnns a1y GH YauRalnile

AaUITURINTATIA
avdanazaNAgesluunITeT ALl (Growth hormone deficiency) ¥3anNaENa
gasluunaasiuinannialng (Acromegaly)

dUAURY Assay LUN1TATIA

Chemiluminescent Immunometric Assay

A8NN9nAdau
LRIz eATNTNUTENNL 08.00-10.00 1. LaznauTulsen1uaInng (fasting)

mMsulana

ANUNFRANN age-sex specific laboratory value

o HAUINAI MlHTUABTINY estrogen LAY testosterone NIEMUNATT (puberty)
LAYMNIAIATIA

o NARUA N19TE9U ey 60 U neynlnauinis uarlsamy

o lunsdlfidn IGF-1 1fiu 1.3 wihwesddndinuvsesAnfnudisanges
AtluazeaInsuanaeslsa growth hormone excess fAWAU @XNNTaINTIHAGNN
acromegaly leitas ualunstifiasdeannisuay/miaan1suanaes acromegaly Lidaiau
M7aluNTTEAL IGF-1 BaanIauzTeLinny 1.3 NaesAnaninuuesALlnAnaga9a7
w9 1l9e wuzilyingaa IGF-1 %1 W3adIR392 Growth hormone suppression test (759 oral

glucose tolerance test)
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Normal reference range of serum insulin-like growth factor (IGF-1) in healthy Thai adults

Female
Age (years) IGF-1
21-30 184.46 = 124.96 186.31 = 117.12 182.94 + 131.64
31-40 151.99 + 101.10 146.64 + 94.48 167.11 + 106.54
41-50 129.52 + 97.22 129.94 + 82.26 129.16 + 108.84
51-60 109.94 + 79.10 111.13 = 73.92 109.41 + 81.60
61-70 81.65 + 52.06 86.52 + 59.82 80.56 + 50.48

Determinants of GH and IGF1 Values

Age > 60 years l i}
Severe obesity l !
Late puberty T 7
Anorexia or malnutrition ! 7
Liver and kidney disease i 7
Poorly controlled diabetes i T
Critical iliness (e.g., sepsis or multiorgan failure) i T
Oral estrogen and selective estrogen receptor modulators T T
Pregnancy i 7
Parenteral testosterone 7 7
Assay inaccuracies (e.g., assay interference or inappropriate
Tor] Torl

reference ranges)

LANAITA9D

1. Normal Reference Range of Serum Insulin-Like Growth Factor (IGF)-I in Healthy Thai Adults. J Med
Assoc Thai 2008; 91 (11):1682

2. Fleser M, Langlois F, Lim DST, Varlamov EV, Melmed S. Acromegaly: pathogenesis, diagnosis, and
management. Lancet Diabetes Endocrinol. 2022; 10:804-826.

3.  Williams Textbook of Endocrinology, 15th Ed (2024).
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Late Night Salivary Cortisol

UANNITUALIUANATRINITRINTIA
N13MIIR3ZAL cortisol TuUNaNeiaaNaIeA (late night salivary cortisol: LNSC)
o o a0 v L, = N o 'S = 1A
a1AunaNNIsN9ilas Cushing's syndrome azdnaidsasnzmesanouliingaslid
NTARRNAYT99EAL cortisol TutaananaAn lasannlutinangladl cortisol binding globulin
(CBG) Aauungasiatiadilunisdnszau free cortisol TuLNae TIWLINAN free cortisol
Tuvnane AN NENAUSlALATINUTEAL cortisol AR (serum cortisol)

Fatisduazdarnuuainsngae
G1iad:
o ld3tla9an192 Cushing’s syndrome
o ldRmmNNNITNENNAY Cushing’s syndrome

v v
ARRIN:
| va o o . ~ A o ' =
o laArsmsaalugvinanuilung (shift worker) ingnzinaidsdsvozimasALmeL
lldanrondanale
' P Ao = P PO 4
o lipnsnsnaludidunaviaidensanlutniiesainasziinantlzlunuuians

dinuae Assay 1UN19RA5IA

UaNmIIAAL89E immunoassay L1 electrochemiluminescence immunoassay
(ECLIA), radioimmunoassay (RIA), enzyme-linked immunosorbent assay (ELISA),
chemiluminescence microparticle immunoassay (CMIA) ANUTLNITATIAAEAE liquid
chromatography mass spectrometry (LC/MS) 'ﬁuﬁmﬁmmuﬂ’umzﬁmwwﬁqmLwiﬁmm
wanaziiladlalunnaniuneninag

aal
N6NISNAFALU
= ww Y
nsiRsENaQeltlae:
P '3 i o a = 3
o IANNTANUDANDHDARATGUYYTLIUIUNATIILLENAE
e IAMNALARNYTRAUNUNBUNITNTIA
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e IATULTEMNURIVNTULATUNAENNURE 1 FalaanaunITIALUNANE

o IANNTTEIMILKA I ULNNIAEANIZENNHEIUNENTBY glucocorticoids Nt
nNTALUNaNsatNta 1 AU

o ANHALMALDIANAULALUNATE IANITNIATHLALLATEIRIANNHANAUNITLAL
% = a A L. [
11ane Wiesanenalnisduitiauans glucocorticoids 1o

P v ' Y o @ % =

e gpuraRuvTaldlundaiuatinaias 30 UIRNaUNITIALUIATE LTAIAINaNa
a A dy
Aaantluilen

b9 b | by a @ ¥
e TRuinliazea e 19tas 10 WINNAUNITLINLUIANS
e @ NITOLALVNANELRINTINULS

sl v =
AUnsalvnanTe:
 waanAglnIIINIRTIA (salivette) atnetlas 2 Maan

ENAdDL:

e 1981 23.00-24.00 R Wiilavaanglnsainisnraananan

o vaudamelunaandninuaziAnan o) deranns 12 wnitaudaguiinans

o dalanaudnlilunaesginsainismseanastneiliuniy

e \funaeaginsainisareafiaumnil 20-25 asamadealaliiiu 24 dalauas
2-8 amaaEalAlNY 4 T4

e wuztLfL LNSC aehedas 2 navaaa (specimen) tasuuztinliiiiu 2 Sud

nsulana

nsuiana LNSC wnegendnnuenuuaedplng (upper normal limit: UNL)
Geduailuuan lasnisvaseuiisiAiamnalofenas 92-100 uazAANNTINZTRtAY
93-100

NALUINANIN:
v o o
o fvinauiuny
val & a .. .
° @magﬂuqumuﬂqmnqm (critical illness)
vl = ¥
° E\JVIEJJ']’WSGﬁNLﬂ?’l
o HNHeE > 60 1
o HNgUYVT
ol & e .
o gldlatuvTalraniunalulnNEdunNaN1e9 glucocorticoids
vl a N Ao
° @WNLLN@M?@NL@@@@@HIH‘]J’]H
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ve) ¥ aa . . = a Ao &
o ANlHENaNNNAIUNANTBITELAN (icorice) (BBIAINHAIUNANTBIATNEUEN
vaulnsd 11B-hydroxysteroid dehydrogenase type 2 yMbsAY cortisol TutNaNENINTW)
o gaglutruiuniedinwmaan (time zone)

NAALAI:
e NITLALUNAENIATNAT 24.00 UIWNN

e N1 cyclic Cushing

LANAITANND

1. Nieman LK, Biller BMK, Findling JW, Newell-Price J, Savage MO, Stewart PM, et al. The Diagnosis
of Cushing’s Syndrome: An Endocrine Society Clinical Practice Guideline. The Journal of Clinical
Endocrinology & Metabolism. 2008;93(5):1526-40.

2. Read GF, Walker RF, Wilson DW, Griffiths K. Steroid analysis in saliva for the assessment of
endocrine function. Ann N 'Y Acad Sci. 1990;595:260-74.
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Luteinizing and Follicle Stimulating Hormone
(LH/FSH)

UANNITUALIUANATRINITRINGIA

nedlasdasesluunarAnlnfannwensanwluanes (secondary hypogonadism)
azfiAn FSH/LH pn wansdiasdaaesluumnamininfiainnensanimaesadasduiusies
(primary hypogonadism) #78Ld1gn191aAs2e (menopause) AzHAY FSH/LH g4

URLNTUBINITATIA
doelunsiiadeanmsuesaefluunAgavTenialng

FUAUDY assay LUN19A5IA
The electrochemiluminescence immunoassay (ECLIA) using sandwich principle

A8NN9nAdau
LRNIZABATINLTNLTZHNU 08.00-10.00 U. kaznauiulseniuainng (fasting)

nsuUana
M’]NLWW]LL’Nﬁ‘H"NL'Jﬂqﬂlﬂx‘iﬂ”lﬁ‘ﬁﬂﬁ‘g"{’]ﬁ@u

Method Interpretation

FSH Electrochemiluminescence ANBN9DY (mIU/mL)
immunoassay (ECLIA), o 7] 15-12.4

Sandwich o AVEa AlAnuulassa menstrual oycle fail

Fzez AND19D4

menstrual cycle (mIU/mL)

- Follicular 11249

- Ovulation 4.7-21.5

- Luteal 1.7-7.7
- Postmenopausal 25.8-134.8

CMAJ, December 8, 2015, 187(18)

ANBNNTEIRTIAN T [IIRNNT NMATTINENEINNARTIN AMMELANYANARTATINTNENLNG
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Method Interpretation

LH Electrochemiluminescence ANDN9RY (mlU/mL)

immunoassay (ECLIA), o Flng 1.7-86

Sandwich o {9 ALAtnuLaEN menstrual cycle el

Fzez ANB198Y

menstrual cycle (mlU/mL)

- Follicular 2.4-12.6

- Ovulation 14.0-95.6

- Luteal 1.0-11.4

- Postmenopausal 7.7-58.5

CMAJ, December 8, 2015, 187(18)

ANENN76971993919% 8L {ITRNNT NATTINENEINNARTEN ANMELANYANERTAZIITNE LA
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Parathyroid Hormone (PTH)

NANNITUALIUANATRINITRINGIA

wifindnaesaesluunialnsens (Parathyroid Hormone; PTH) Ae LANTZaw
wralisslulaen PTH Usenausiae 84 amino acid 1agl biological activity 289 PTH Ae
amino acid 34 Fausnuaznssinsasaseainailu alpha helix 8aNgMaRNW PTH receptor
(PTH1R)

AN PTH NAnauUsUsauneanmas el within-subject variation feaay 20 Tu
auiallfudaused wazfesas 30 luauiilaiuniseniaen

Fatisuainisnaaa

1. A1Aagel primary hyperparathyroidism (PHPT)

2. 31a9g secondary/tertiary hyperparathyroidism 114 Iuﬁﬂwiﬁ?ﬁblmé@?\i AUT
PIAIFNRUA VAINTHFIA gastric bypass surgery (Lﬁm@’mﬁﬂ’]’w calcium WAL vitamin D
malabsorption) 1Ll

3. 794 perioperative 184NTNFARBNINT LA

4. 71a9t hypoparathyroidism

5. Intraoperative PTH monitoring Lﬁ@“ﬁ’mﬂ?ﬁhﬁm parathyroidectomy Tu PHPT

=\
dUnuUae Assay lUN19m929
aa e o ~ = . o ° Y @ ~
TaN1IMTANlENINAgn A immunoassays warilaqiuuuzilildidusiin
Second- %78 Third-Generation a31/ANNUANANAINATTN IALTANTIAUBIUARELTEN T
NIT¥UIUNIT standardization NwANFA1AU AalaiusrlivinnnsdFeuisuan PTH fng
assay WaTM1 generation A1 PTH M9mAae Third-Generation Assays ANNANANNGNNIAANN
Second-Generation Assays LagianalAnuLAns1alANNDeiasas 47



aurauaouisnoauKous:indlng < 31

ANSINLARNAN WS RIATUUAY PTH assay %Um Second- waz Third-Generation

Second-Generation Assays Third-Generation Assays

e assay e Intact PTH o Whole PTH
e Bjo-intact PTH

Technique e Sandwich-type immunoassay e Sandwich-type immunoassay
Antibodies e N-terminus (amino acids 12-24 YR e N-terminus (amino acids 1-4)
26-32) e C-terminus (amino acids 34-48)

e C-terminus (@amino acids 34-48)

Cross-reactivity | e C-terminal fragments e Amino PTH
e Oxidized PTH e Oxidized PTH

A8NsnAgay

o flagmranasiounnianzidenastnaias 12 4alag wugdanzidacly
4091981 08.00-10.00 w. ilasainaArdinsulaauwladl@inemsszezinaaesiu

e 1A1ZLA8ALE tube EDTA plasma

o ANIANABATIUTIVAINIANZIADA LazATLTLiRBUNEY Tingan PTH level
anaaianifidliigumpivas

nsudana
o AnFlitinnnA1UnA18s reference range 189TARTIA (assay-specific,
reference range)

e FFN7uUANa LuztNLUANATINAUTEAULAALTEN I WLADA 1H1

A1519A2asN9nIslanaA PTH

tiﬂ/ﬂ’]')z nsudana L'E]ﬂﬂ"liﬁﬁxiad
PHPT - 40 PTH levels 1@ tiaqtlsn The Fifth International
(asymptomatic) - 1%’“];@[51?% second 138 third generation assay Workshop 2022

- INENNTINARE AB
1) PTH levels §4 %723NN97A1 mid normal
range (A® X1NN31 20-30 pg/mL) T9uNU
dupaiasluaengs uaz
2) uusilA AN PTH aghales 2 Ak
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Tsma/n19z nsulana LANA9D19DY
Secondary/tertiary - ‘l‘ff‘qmm% second generation assay The 2017 KDIGO
hyperparathyroidism | - tlaqiudialainsauen PTH MlnaluAudisl ckD Chronic Kidney
in CKD G3a-G5 Ttidlllasunsvaniden Asuuziiily | Disease-Mineral and

meineniiieansesy PTH Lﬁfaﬁmmm;:\fﬂfmuﬁq Bone Disorder
wud1en PTH (ingatuiat ) (progressively (CKD-MBD)
rising or persistently above the upper normal
limit for the assay)
- A PTH fnanzanluauiiil CKD 5D e PTH
ﬁw’mﬂdﬁ upper normal range tszano 2-9
wuzsliUiunssneniiesn PTH Taingflugog
FINANY
Postoperative - 9n PTH €94 intraoperative Rk early The American Thyroid
hypoparathyroidism postoperative (ﬂ’]fﬂu 24 ‘ﬁlﬂm) a4 thyroid Association Surgical
(after thyroid surgery Lﬁ@l‘fjjﬁmau‘h‘lﬁ calcium Waz/v3e Affairs Committee
surgery) active vitamin D supplementation Writing Task Force
~ Jlawusn PTH < 15 pg/mL wennsaidnfianans 2018
\@za® postoperative hypocalcemia N
WaTtun Lt calcium Waz/13a active vitamin D
supplementation
Hypoparathyroidism | 1nouinsadase Ae nosiasusianudassi The Second
1. ﬁLLﬂ@L%ﬂﬁLuLa@mﬁ?ﬁ (ionized 1378 albumin- International

corrected total calcium)
a ° = L3 a . .

2. § PTH 1 viTeagluinuiing (inappropriately
normal iPTH) Iaedn PTH siaeansaatin
second 138 third generation assay)

3. ANANN9ATIALUTE 1 LAY 2 BeNItey 2 ASY
namsavineiuetnetes 2 dUanv

Workshop on
hypoparathyroidism
2022

Intracperative PTH

monitoring

- unmsivinnsrnsiadaenld criteria 1nflan
IANEANTULB NI LAY 111 1o
Miami, Dual

- msutlana Aa LilaAn PTH s51919n1snnsn
parathyroidectomy 1flulmanouiiaan
MUNBANNINTLANENIAALET adenoma T8
parathyroid gland ﬁﬁi@ﬂimfafaﬂﬁ’u?ﬂ (cure
rate SREIaT 97-99 recurrent rate 3BLUAY
0.4-3.2)

The American
Association of
Endocrine Surgeons
Guidelines for
Definitive Management
of Primary Hyper-
parathyroidism 2016
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NALUINAII:

w19 biotin supplement X heterophile antibody X positive rheumatoid factors

NRALAN:
| A M Yoo = ~ @ \ % A oa [
wiu neldlavaesdeniazugfiuneudsliielfiifinag 16 biotin supplement
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Plasma Aldosterone Concentration (PAC)

UANNITUALIUANATRINITRINGIA

Aldosterone Lluaailuu mineralocorticoid fig¥1aanaeamuaninfifizanm
aNfign aaTdIRTIaaatdaniay mineralocorticoid excess Aufluannanmslavia
a9ng99751laedl N9 aldosterone deficiency wiBld

Fatisirasnsngna

° T%Lﬁfaﬁuﬁwmmmnmmcﬂmﬂﬁm mineralocorticoid excess 9¥1314 primary
aldosteronism, secondary aldosteronism LL@zmjaﬂ?ﬁ other mineralocorticoid excess

o I%Lﬁﬂauﬁudﬂﬁqu aldosterone deficiency Taeannzlulsa primary adrenal

insufficiency

FUMAURY assay LL¥N19MTIA

TNYNFATIAAIE3T immunoassay ¥t chemiluminescence assay, radioimmunoassay

aa
26N15NAFDLU
= o Y

mMsiAsaNAINLlae:

o ATMIVALRBALUTINTT UAIANNAUUBUDELNUBY 2 T2LNT WATAITUINN 5-15
UNINBURIZLADA

=Sy v o dl as = =y 'S a dl

o mzATAReARawTluInEsEaUlnwadusluRenadlunuILNg awan
[% = = a a o | o [% I o A
lnunadaaluiaesinlnd InaReseay aldosterone 1A FANTIIALIVINULENTIINE

Yar = = 1 =

Tasuinaelopsuenaneane

o NUNTHANNARENNTUUAKNA LALBNAYNIANIARALIINANUATHAALAN A8
iU LARALINA (false positive) lunsiilasuenunaniia lawn beta-blockers waz NSAIDs
LALAANARLANY (false negative) lunstinlaiusnanaauaulaiimngs ACE inhibitors
(ACEls), angiotensin receptor blockers (ARBs) waz dihydropyridine calcium channel blockers

a @ v o o = ° Vv o a o A

(CCBs) unwatia (ilusu AsdunauniIngaen Lusvlsuilasusnananuaulalin
Thuanzan Iaadensnnlisunaunisnsaagaiiau wuziilivanen nga beta-blockers,
ACEls ka2 ARBs 2¢N41a8l 2 41UANNaun1TRTIaaen 49181 mineralocorticoid receptor
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antagonists Wazdiuretics wuztlivganau 4-6 dlant duiuendlifinasunousans
m994 aldosterone WAL renin NANNITOMALA I UTLNINNTATINADA X 3 THa lewn alpha-1

adrenergic blockers, verapamil slow release WAL hydralazine

ﬁl"l‘a"NLlﬂﬂﬂﬂ‘ﬂ’;ﬂﬁﬁN‘Z\‘J“Uﬂ‘)um"ﬂﬂ']?tlﬂﬂNﬂ‘ixﬁqﬁ.l aldosterone LA renin

naTiSiAasAY uafisiAaszAL
gasluu gasluu
aldosterone renin
NANENAATEALAMNNAUTAIIR
* B-Adrenergic blockers l W T FP)
e Central a-2 agonists J, L t (FP)
e NSAIDs 4, L T FP)
e K" -wasting diuretics =) ™" L (FN)
e K* -sparing diuretics t " L FN)
e ACE inhibitors & ™" L FN)
e ARBs { ™ L (FN)
e Ca’* blockers (DHPs) - T V(FN)
FTALLNADUT INUNALTIN
e Hypokalemia J -1 I (FN)
e Potassium loading T - T (FP)
AazmslasunsanIuAN
inRausmLAsN
e Sodium restricted t " FN)
« Sodium loaded b ) T (FP)
N19ERIELNIN \ W T FP)
Mazau
e Renal impairment - it T(FP)
® Pregnancy 1 ™" I (FN)
e Renovascular HT ) ™ VL (FN)
e Malignant HT t " L FN)

o fauuzihanfidaamy esangilaaunsailiaiunsonuauseiy
anssuladnuasinunaFangoosnildinasunaunmeagaanls aunsolianfienaasd
NATUNIUNINAGaLLS WAATWUANARIEAINTEIATEAalALEN19BIANNNALBILLARLHA
AflaslaTy
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ABNAdaL:

o ATHNVADALNLLADA EDTA

e lazlAands aldosterone TaanenenunANAsINT9YNELAA hemolysis
NN fist clenching WIBN193M tourniquet AADALIAUNIZLIANZLABA

o nasnlafaetnAenaudn Aasdsnsaaniely 1 d9laedl room temperature
mnlaanansnunasl@liilunenuaziiu plasmati -20°C

nsudana
o ﬂ’l‘iLLEIﬂﬂ’lLﬁ@ﬂ’l‘iLﬁﬂ mineralocorticoid excess

TudfilasfifionnsuazeInNITuLaAdIed mineralocorticoid excess i NITWLIA
mwﬁuiaﬁmgqLL@:MUN?W@WWU%&TUmﬁmlﬁwmmﬁdﬁwﬁﬂ NN9RIIATEAL aldosterone
uag renin azvilfanansndnuungilaailungalsasing o 13

1) Primary aldosteronism lagdqulvinjaznsaalananuszal aldosterone
> 10-15 ng/dL, plasma renin activity < 1 ng/mL/hr (M?@Lvhﬁu direct renin concentration
szt 8-12 mU/L udausazaniiiv) mieatasninaeus@asAlniiiasinsonsaale
YRINITATIA LAZAITAzdl aldosterone/renin ratio (ARR) > 20-30 T‘;‘ﬂﬁ‘wuﬂﬂﬂ L1
aldosterone-producing adenoma

2) Secondary aldosteronism Tﬁ‘ﬂ'luﬂzjmfiﬁﬂWUixﬁum@d aldosterone LLAE renin
gannndAnLnAnaansansalduednisneaa lsafinLties 11U renal artery stenosis Loz
reninoma

3) Other mineralocorticoid excess (apparent aldosteronism) Tiﬂsluﬂzjmﬁﬁﬂwu
2ALB4 aldosterone LAY renin ANA1ANUNATIEN NN TaRTaaldIBINTATIA TeaTinutias
G Cushing’s syndrome, congenital adrenal hyperplasia FUA 11 beta-hydroxylase WRE
17 alpha-hydroxylase deficiency s

e NN9MTIEULUINNNNIE aldosterone deficiency

Hlunnsnraaiitadiuduniail aldosterone deficiency laeianizidagilasi
N19¢ primary adrenal insufficiency %Q5ﬁWU?zﬁumﬂd aldosterone ﬁ?’mfj’]ﬂ"\ﬂﬂﬁ LaLTeAL
184 renin figaannndnanifiasnsoasaldaasnisasia

2/ L

1an255EIslunsuiana:

e NITWUNTTL hemolysis, lipemic serum WA total bilirubin > 40 mg/dL ®1Aay
o v a al v
iinansaaraLnmls

e 326U aldosterone Hnsilasuulastuiuiadesnac 8n 1y 81g 199189
saUAaU Y meatuaNtFunlnAen elesy wasiAnauAnsIeInsngaaly

] v = v o i = = I

WARZYARRGY TNHBINNTUATEINTUAAINRIadde winanismsaalaiiilulinanaonily
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° va K3 o o v a
wuznlinansIngIadn anieiiladusuniuleniige
o OnlgaEn13mIqaLilu liquid chromatography mass spectrometry (LC/MS) 5261
aldosterone N9ALAAZAINIINITATIAAIEAT immunoassay
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Plasma Renin Activity (PRA) and
Direct Renin Concentration (DRC)

NANNITUALIUANATRINITRINGIA

Renin Lﬂua@ﬁg\luﬁm%qmn juxtaglomerulosa ﬁim m‘uammm%q angiotensin
L&z aldosterone &1%NI049RI9939ML aldosterone LiB&I&BN"9T mineralocorticoid excess
wazltlunisAnmianisinem luilaqiuiinisnsaa renin Ae 2 I8UAn Aa 1) Plasma renin
activity (PRA) Gaiflunnsdnemsinisaine angiotensin-1 1assinmsaadaeda radioimmunoassay
winnsdnanaazvinlateinuagldaanudiuicyga 2) Direct renin concentration (DRC) RO

M999MAIEAE immunoassay Vinbin1saTaadavnlaienazlanaaniang aulnfasy
conversion factor 1t/aguann DRC liliilu PRA Tativnsany 8-12 Iuatjiuwsazanitiu

L% ] 4
ﬂ@ﬂﬂ%‘ﬂ‘adﬂ”l‘j‘ﬁl‘mﬂ
o EL%/LLﬂﬂmmEJmiLﬁm mineralocorticoid excess T¥MINN primary aldosteronism,
secondary aldosteronism Wae other mineralocorticoid excess I T EY PG FReE Aty
aldosterone lutaaniAgny
v A a o v . . A yeo o
o I‘HL‘Wfrﬂmmmﬁj\lﬂ’}??ﬂiﬂﬂﬂﬂLﬁWf}w‘\JﬂfJﬂ primary aldosteronism NATUNITNEN
pneen mineralocorticoid receptor antagonist 3 alA3UNNTNFAINMILANNTANTBENNT
Y A 1
povpalaalavizalyl
o lilNeaRnm N7 NENKL9e primary adrenal insufficiency $aNMLITEAL potassium

Tuaandailuseaslasurisalasunisineeng mineralocorticoid Lnenagala

4UAURY assay 1UN19A529
PRA HelmT99A2835 radioimmunoassay @9 DRC HNaNMTIAA2835 chemilumi-

nescence immunoassay

aa
N18NISNAFaL
d o Y
MsiaTENAQetlae:
e LLAIANINNITAIATIANNATIANTANNU aldosterone NITLATENFAIALARNEINL
UNANNUBINITEIMNTIA aldosterone
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ABNAdaL:

o ATUNUADANLLABA EDTA

e LAZLADAKI renin

o dudamiiansaa renin Melu 1 dalaanaaanziden AITLIABAGIATIANAY
Hunannaraniluguugiiesazafign ldasrsudifiu ilesainnisutdifiuazyivliiiin
N7¥19UNNT cryoactivation GLT7AN renin ﬁimiﬁgqndﬁmmlﬂu@?q

nsulana
o m‘iLLzmmmq]msLﬁm mineralocorticoid excess
ﬁuﬁﬂuummwﬁm plasma aldosterone concentration
e NITAFTAARAMINNITINEN primary aldosteronism
Tugtlae primary aldosteronism #a3lA3LNNTINIALEE1 mineralocorticoid
receptor antagonist ¥3alasunsHNARRaNrNanlaaenll d1 PRA > 1 ng/mUnr fia913

biochemical remission

[ 24 (%4
mam‘;‘szq{lummﬂawa:
NITNLNIE hemolysis, lipemic serum WAL total bilirubin > 40 mg/dL RREEEATRIA]

NAaRTIANALUNALS

LANANTDND

1. Funder JW, Carey RM, Mantero F, Murad MH, Reincke M, Shibata H, et al. The Management of
Primary Aldosteronism: Case Detection, Diagnosis, and Treatment: An Endocrine Society Clinical
Practice Guideline. J Clin Endocrinol Metab. 2016;101(5):1889-916.

2. Turcu AF, Yang J, Vaidya A. Primary aldosteronism - a multidimensional syndrome. Nat Rev
Endocrinol. 2022;18(11):665-82.

3. Ozcan O, Hillebrand JJ, den Elzen W, Heijooer AC. The Clinical Impact of Sample Storage at
-20 degrees C on Renin Reference Intervals and Aldosterone-Renin Ratio Calculations. J Clin
Endocrinol Metab. 2024;109(6):e1472-e5.

4. Araujo-Castro M, Ruiz-Sanchez JG, Ramirez PP, Martin Rojas-Marcos P, Aguilera-Saborido A,
Gomez Cerezo JF, et al. Practical consensus for the treatment and follow-up of primary aldosteronism:
a multidisciplinary consensus document. Endocrine. 2024;85(2):532-44.

B Hundemer GL, Leung AA, Kline GA, Brown JM, Turcu AF, Vaidya A. Biomarkers to Guide Medical
Therapy in Primary Aldosteronism. Endocr Rev. 2024;45(1):69-94.



40

Prolactin

NANNITUALIUANATRINITRINGIA
N33 prolactin N1galuazaIavnliiinnnzuuNIvG (galactorrhea) Hymgen
(infertility) WazANNRAALNAUEIERTINMNANI LAY 505 LNWLNATIE

2 1 ¥
AAUSTUBINNTATIA
AladanTemaupaeaniosiniandlszanheuialng wianiazuiunlug

o

ATnanininznunle (gynecomastia) Wian1nzaaIluULNARN (hypogonadism)

FUMAURY assay LUN19MTIA

The electrochemiluminescence immunoassay (ECLIA) using sandwich principle

A8N9nAgaL

134'mw«nzﬁ@mﬁ@ﬁﬂm@gﬂummm’?m (stress) @ANNIAINILNRUN UAS nipple
manipulation 1WINEAEVLITEAL prolactin zﬂq“fu Liranansonsaainldnaaniiady us
wuzilfiansdnszauae auludoad uasiuueulinu 2-3 9alag

nsulana

e N19% hyperprolactinemia A AN prolactin LU 25 ng/mL (mcg/L)

e HNALINAIN N1IL macroprolactinemia AL heterophile antibody

o WARAUA hook effect MuluseNszALIUTUARRUALEINTNARTEN INANAUS
o = Y d' s a a =~ =3 £ a
nu A lurilag macroadenoma Nnuszaullsuannulng visegaantios asU18ANANN
v Vv a a o YV a QI as dy 49/ s s a
dnduaadddsuaniuganiniiuldvinliiianisanmassuaunuesainnisdunullsuanmv
° v A o o X% ! = a A o =
MmlAldsuanfuinsaadnladesndianaiiuase arunsansadudulalananisiaaand
T33 1:100

e Macroprolactinemia naeha N13nfaesluuain big-big Prolactin Tudndau
AnNNaUnG 1AAANNNMIAR Immunoglobulin G 8NAUNY prolactin MN1iNaa8IN179R
gandnnf wrgeslau prolactin guunuiazil biological activity snvilwlaiifinAanNRaLNG



1

NNAREN N1T3RAR8N1 U LAENITATIALNNLANAYE3E polyethylene glycol (PEG)
precipitation WAAIIRTLALERTIN free prolactin NIAT1lAtiasNINTaay 40 aNUBILAN
ety AdgAtetanTns i@ miugtlas hyperprolactinemia Mlaidennng
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Serum Cortisol

NANNITUALIUANATRINITRINGIA

N13MI9A serum cortisol AN LT UNNTINADLLAZAANTIBINTE adrenal insufficiency
@A) daflunazfisesmsanlaliannnsoasns cortisol laasnwe lagviannsmsaa serum
cortisol Tuga9Lin (serum morning cortisol) LﬁmmnLﬂuﬁqqﬁﬁmmﬁqqqﬁ'@m {agazny
serum cortisol Fszausnnintnivieldsaniunimasey dynamic test au - lawn ACTH
stimulation test Waz insulin tolerance test Lfupu u@n@’mf‘lﬂ’ﬂ%’ﬂj‘tﬂfﬂﬂl&ﬂﬁﬁ‘ﬁli%}
dynamic test LfiaAladeN192 Cushing's syndrome L N9 dexamethasone suppression
test 4A1UTLNNIAIIA serum cortisol Tuﬁﬁﬁquﬁuﬂw%ﬂqm (critical illness) L@3Tiade
n1g critical iliness-related corticosteroid insufficiency (CIRCI) o flaqriutialiiqnsn
(cut-off) lunnsAtadanaziiagnadaian

Fatisirasnsngna

o Mdnnrasiasduniag A

o ld3auiuniamaaan ACTH stimulation test ¥3@ insulin tolerance test (F9as
NANITIHAZLLALUUNAINGY)

o ld39uNUNINAGEL dexamethasone suppression test (%qfﬂ:ﬂdw?ﬁﬂﬂuﬁﬂm
Tuunasnana)

e WarruIATa serum cortisol Tuf#snT9e Al uarldFusesluunauny
(glucocorticoid replacement) luns@ifl@sunissnendae hydrocortisone WaaEaiiannng
9049 Al 3aa N7 Al Aildfdy Lﬁ@mfmmquma‘@m?ﬁuﬂmﬂﬂﬁ (malabsorption) #3aN1T
a5 utlszniuanesnasnane (poor compliance)

dUnuag Assay lUn19m92

NYNATIAQLIT immunoassay i1 electrochemiluminescence immunoassay
(ECLIA), radioimmunoassay (RIA), enzyme-linked immunosorbent assay (ELISA) ANUTU
NN9M399@9AR liquid chromatography mass spectrometry (LC/MS) tiufinanausiusnuasy
‘-ﬁﬁLWﬂzﬁl@m waiﬁﬁmLLW@LL@:ﬁWTﬁiﬁlunﬂﬂnﬁuwmm@
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aa
A8N19NAFAL
B! o Y
msinsaNAagilae:
1 o | Vv
o lLiadusawneims
o v d‘d 1 . = . [
° LLuzuﬂMMﬁ!mmwumuﬂwnaumm prednisolone %78 hydrocortisone Tadqn
azaglugluuuiudszmiu g visenunaunmaaeay eI INeIAiANITILUNIULeN
FNTUMANHAL immunoassay N1 (cross-reactivity) nlidnaanun il serum cortisol WAz
NaRaUINaddls IagRaIsvgReNneunIsATAat1ted 5 ATIEIRN 1Y prednisolone
MEANaU 24-48 4918 hydrocortisone eianew 18-24 dalasvizait/asulildainguy
laisunaunInAgey U dexamethasone wiRd@aA977E39AENINIAE cortisol MAINEA
dexamethasone 1104 1 JuanalsiAn serum cortisol fndnUnBiiesainiinisfiuiia HPA axis
o MNTUlsEyuENANIWHANE estrogen AxVNIAIAKNALANAIUBY serum
cortisol 16 fetiuRansumgasatlen 6 dlanineunismaaeusaniuaxnLinfae
JsaunTeenaliiilu transdermal estrogen wrivnnlaiaansavgnenlinulanasagnny
7LAATEN

Sl & =
alnsalnnasnsea:
s A a1 o A @ o . = v
wapALiUIAaAN N WABALTIRY (serum clot activator: qNULAY) WTBEALT
naeaiLaeAN e nuaenuleraTiln lithium heparin tube (3nian) lATuatiuTtaveq

assay

ol
AENARDL:
o Hiaunaziaenga99an 08.00-09.00 .
v A a aa
o lidentlszan 4-6 HadaRT
o AvsthawiasljiAnisniglu 2 deluaaaiudedansas

nsLensENIIENAgaL:
=]
15

nsulaua
o msuanalugilog Al ialyl

nrulanaseAl serum cortisol “i?u@gﬁmﬁmmmimmu (assay) T4 1o
flaq1iu immunoassay 7ilFlun1sn394 serum cortisol HuiluAgnnsmaaaugulual andaeting
G Elecsys Cortisol generation Il (Roche Diagnostics, Indianapolis, Indiana), Beckman
Access Cortisol (Beckman Coulter, City, California) V78 Abbott Architect (Abbott Laboratory,
linois, USA) 8¢3amanaaausilusinanil saufamavaaausaed’ LoMS wudnen serum
cortisol FisnenuaziiAAalszannfanay 20-30 iavinnsAnefiauiuasnimasey
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TULNN LU ADVIA Centaur cortisol assay (Siemens Healthcare Diagnostics, Tarytown, New
York), IMMULITE® 2000 Cortisol (Siemens Healthcare Diagnostics, Tarytown, New York)

- T8N13NAABY serum cortisol $ULIN UNAY serum moming cortisol > 18
mecg/dL (> 500 nmol/L) fiadnluining Al

- 38N1IMAAaL serum cortisol q'u‘lmi wuzinlianAn serum cortisol Useanod
Faeaz 20-30 ANAARALANIAEUINAT serum morning cortisol > 14.5-15 meg/dL (> 400-
413 nmol/L) fiadnladin1az Al

- @ W5U serum cortisol ﬁdéuLﬁﬁLLﬂzéuslusi $INAT serum morning cortisol
< 3 mcg/dL (< 82 nmol/L) fadne1ainIag Al

— {1 serum morning cortisol ﬁﬁﬂﬁg’]ﬁiq WNANTUIIN dynamic test Suﬂ L‘VQ\IINLaN

~ e AnsAnenlugiieuen wudnldianisveaaen serum cortisol
7ulusl 11U Abbott Architect WA serum morning cortisol > 12 mog/dL (> 336 nmol/L) %79
A8N1INAEBL serum cortisol ﬁjuLﬁ’]LLfofJ serum morning cortisol > 12.9 mcg/dL (> 358 nmol/L)
Tamafiazyinnnsnsaa ACTH stimulation test WAAWLIN HPA axis Unfitiu Saansaniwiy
$auay 100 Atiuenaiandated serum cortisol iantinllunml iRl siReandnng
¥in dynamic test luns@fan unennatuiT e ielunnsyin ACTH stimulation test

. ﬂﬂiLLﬂﬂNﬂiuﬁﬂ')ﬂﬁﬁnwz glucocorticoid-induced Al

~  serum moming cortisol > 10 mog/dL (> 276 nmol/L) Dadngtleliinieg Al

LAa @xNsngald glucocorticoid 1a
~ serum morning cortisol < 5 mcg/dL (> 138 nmol/L) Dadxlaadasining Al

galianansanesld glucocorticoid 1o

©
e®_

~ serum morning cortisol 5-10 meg/dL (138-276 nmol/L) Daditlaseiadining Al
galdiannnsangald glucocorticoid lAnFaaIaWa1TauNYin dynamic test 814 %) LWKLAN

)]
e

NALIANAIN:
A o g v . L . [ < e <
 M0EAVinli cortisol binding globulin (CBG) g4 Laun nsmsassn nazlnsess
Funmisanislasuaaslaunidaiulsznastues estrogen
o lllsugnandidautlsznanass prednisolone 438 hydrocortisone 481AL7iA
NN% cross reactivity 1RNNITATIA

HARLAN:

e Nazdviale CBG a1 iy lsasuess narlnsessan naslselawinadin
(nephrotic syndrome) M??@ﬂﬁ%ﬁm%@ (sepsis)

o filzziy albumin < 2.5 g/dL

o PFurlsznn dexamethasone UnEYINNTNIAGAL
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Thyroglobulin

NANNITUALIUANATRINITRINGIA

Thyroglobulin (Tg) gnaiaaininsess nsdinsaideaman Tg aglfiiafnma
mnfludvienisndusnaadsanzddnsasdlufiles udansuasialnsasdaaniaman
wazsinisnauuslalefuis@aila lodine-131 GemAsnisinsnaulideidieifolnsosding
uHNFaRTIanLAN Tg ge dunansanudnazdasiiasuzidlnsesfivaant

ADLUNTURINISASIA
nIIaRARNN Differentiated thyroid carcinoma

FUMAURY assay LL¥N19MNTIA

Electrochemiluminescence immunoassay (ECLIA)

nsuUana
ANANNLALLATTHANNTHNARUeIAUldN Tl Differentiated thyroid cancer

n1suilama Stimulated and Unstimulated Thyroglobulin

Total thyroidectomy Total thyroidectomy

+ Radioactive iodine without Radiactive

Lobectomy

ablation iodine ablation

Excellent e Stable non-stimulated

* Non-stimulated Tg level
< 0.2 ng/mL

e Stimulated Tg level
< 1 ng/mL

e Undetectable anti-Tg

¢ Negative imaging

* Non-stimulated Tg level
< 0.2 ng/mL
e Undetectable anti-Tg

e Negative imaging

Tg level < 30 ng/mL
e Undetectable anti-Tg

* Negative imaging




Total thyroidectomy

+ Radioactive iodine

ablation

auiaucauiSnoukods:inalng < 47

Total thyroidectomy
without Radiactive

iodine ablation

Lobectomy

Indeterminate

e Non-stimulated Tg level
0.2-1 ng/mL

e Stimulated Tg level
1-10 ng/mL

e Stable or declining
TgAb levels

e Nonspecific findings on

imaging studies

e Non-stimulated Tg level
0.2-5 ng/mL

e Stable or declining
TgAD levels

e Nonspecific findings on

imaging studies

e Stable or declining
TgAb levels
e Nonspecific findings

on imaging studies

Biochemical e Non-stimulated Tg level e Non-stimulated Tg level | e Non-stimulated Tg

incomplete > 1 ng/mL > 5 ng/mL level > 30 ng/mL
e Stimulated Tg level ® Increasing anti-Tg levels | e Increasing Tg or

>10 ng/mL e Negative imaging anti-Tg levels

e Increasing anti-Tg levels e Negative imaging
e Negative imaging

Structural e Structural or functional

incomplete evidence of disease

Stimulated Tg A8 N13AT9ATEHAU thyroglobulin WaIANNssw TSH rigendn 30
mUL Walszfiuididederiassduzdnressuaaniovielal 19Ranagiaamd
N Differentiated thyroid cancer 35vINH 2 3% e gpaadlnulnsesn 4-6 dlavi viie
30 rhTSH 2 Sufafiu anthuanynsaass thyroglobulin
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Urine Free Cortisol

NANNITUALIUANATRINITRINGIA

N196394 urine free cortisol (UFC) 11lun139mseAL cortisol 8a3% (free cortisol) oR
Ae cortisol Mlall@dLiu CBG Msenasinisdueanin 24 42la laellugiifinnae Cushing’s
syndrome aziinnsd1 cortisol aaszaanaluilaanazanniy

ARLNTURINITASIA
o l4911a98n192 Cushing’s syndrome
o liRARINNTTINEINN9E Cushing’s syndrome

FUMAURY assay LL¥N19MNTIA

NYNMTIRAIYIT immunoassay iYW electrochemiluminescence immunoassay
(ECLIA), radioimmunoassay (RIA), enzyme-linked immunosorbent assay (ELISA),
chemiluminescence microparticle immunoassay (CMIA) ANNTUNITATIAAEAE liquid
chromatography mass spectrometry (LC/MS) ﬁuﬁmﬂmmuﬁmmﬂiﬁwaﬁqmmﬁmm
wanazvladlaluynaniuneninag

sl
ABN1TNAKAU
d v Y
nsimsENAgaE:
[ 9 v

o laianflusipanenms

o wuzihlingaenNvinliiianauanatared UFC v3aenisuniunismasey
\iu TELeN (icorice), carbenoxolone, carbamazepine, fenofibrate, glucocorticoids (@i

assay 199N1INARDLY) RENUBY 24-48 Galanaunaiiy UFC

cal v =
AUnsalnAaLATEN:
wativilasnosnlalaansiuys 2 90
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AENAFAL:
o v Yo = | < o }4 v a @
o wasRuueunawd ligUiailaainziislineun 1 ATy nasanuuliEAY
flaanay 24 dalaa
[~3 ;’i = v [~3 1 .
o asivilaanazynafanilaaics vinuiuiasaldronnsaailaanay (urine
. v ] 4' d' v =K 1 | 4'
container) Inamse lidaanazldn 1 suzaunasanauatasAaeinlaranNngaa
o ATLAUTEAU creatinine Tuilagnaz 24 97184 (24-hour urine creatinine) $aNA¢!
d‘ =S as 1 Vo1 [~
waldlunstududgilaeivilaanzasy
o LWUzUAL UFC e81aueg 2 NIna&ay (specimen) bUAUNLANANNNULNE
anANNLTlsIuIeilaswsazee (intra-patient variability)
o lupashnuniu 5 ansreduludaaiuilaaay
! = v a oA I a o< as [~ o
o denailaanzioienljiinsliniy 2 dalsmaniuiasiozasy 24 Galug
(lunsdinldarnnsndarnnilasnznele 2 dalnala H91e97u9n UFC tiuflnanamasa
dszanns 3 Fulddnazumifiuvzafiungungiie)

nsudana

WetlszifiudnrlaaAnilasazasy aartlszifiuaiugiuszd creatinine lu
flasnny 24 Falug Miswanddihenfuilagiaza Aa luwatiaaisian 20-25 Jaanix
Fanlanin (mg/kg) aearmingainasaziiiy (deal body weight) ez 15-20 mg/kg 184
ideal body weight TULWARS

uilaradn UFC 1iuuanuazasdeniag Cushing syndrome LilaAn UFC Angandn
WU UULBIANUNRA (upper normal limit: UNL) T,mﬂamﬁm“ﬁu@gﬁuﬁﬁ@LLazmﬁmm@q assay
Al lnafiapnalafesas 97 AAnmsnzfenas 91 laaAanliuazAanua iy
189 UFC tudiufiuqasniild

NAUINAN:

e N17LT carbamazepine

o N3l fenofibrate [LaNNZAELATNNINNTIAUBINAIENTTOULES (igh-performance
liguid chromatography: HPLC)]

« nsld glucocorticoids LNNTHA [LaWNEAEUTTENNNYHANML (mmunoassay)]

° mﬁmmmﬁu&mﬂmﬁ 11B-hydroxysteroid dehydrogenase type 2 L1
carbenoxolone, licorice 11U

o MIANLENNNNNG 5 ARsAaTL

o lagazfinanndn 5 anssady

o nnlilsiuialuilaanny (proteinuria)



50

NARLADN:

e naZlannai3aiafinian eGFR < 60 mL/min

o mavfivilasnnzlainsy

e nazRndemaiuilasnas (urinary tract infection)
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72-hour Fasting Test

UANNITUALIUANATRINITEINTIA

nsanemsfluszaziaauny eliiianiavsssuinmaluaenn ez
m?;l‘i_lf;lx‘imﬁ?‘Vim@usﬁ@mm”m”mﬂummwm counter-regulatory hormones Taun glucagon,
epinephrine, cortisol, Laz growth hormone Tma‘wﬂﬂﬂ@iﬂumﬂi”@wmﬂwmﬂL‘W?N‘W@‘VW”
Yasruldlfifinnnztimslwdensluaulnd sndunsdlfifasiadnilunalnilesiy
lAwn ﬁ%uﬁaumﬁm’mamﬂﬂﬁ il counter-regulatory hormones QAR \1U adrenal
insufficiency M??@fa’mLﬁmmnma‘ﬁéwmﬂaimmmmﬁmng’lmiﬁﬂmwaium'qmmfmmi
Vi liver failure ¥7239N8HANNABINITNTIENGLAGNINAALING iU sepsis

Tuyal i msifladaninziimelidassifaserfannginaddadefiGandd
Whipple’s triad mxtnadmnisitiass ey Whipple's triad ;ﬁﬂaaﬁmﬁﬁnwmxﬁﬁﬂﬁﬁwm
318 AB

1) 3d9¢AU venous plasma glucose ﬁﬁﬂﬂﬂfiﬁ 55 mg/dL
2) flanms viseensuansiidnldTunasinmaluaensn

D 2D

3) @1N1T VIRDNITLAAILDININELNAAMLARARN AN LATUNITTNENAUT LA
UPNALULABALNNTU

v (] dy v v
WBUST LA AR UINUBINITASIA

TR INDUTTHUAMALEINETEALUIANALUABART (ANNININITIHAAY
9839 Whipple's triad) Ingianglugnllladlsaiunmonuilasunsinmanesn sutfonylurea
138 insulin

v @ DX PP o o 1 A o % |

dan: filaenlsatszanmasinvanelsn viradlsainlasesetlunirsauasdi
1naTe 1HeIRNNaIALAANIIZLNTINTAUANNAIIEUIANALULABART 1T1Y UNARR 1iTa1i0La
YPLADA

]
28N1TNAFAL
< U
nsiATaNAIaE:
&IVI kd Y o ar

1. nmeneaauigthaiaadriunisinmlulsmenuig

2. uuztgiagdnazAeana I TauiaIn1sreatiimalulaensi lunagegn
72 dalag anxnsnaNvlanlalusgnanavinnamagaay
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3. LUZUNIRINNTUDINIICUNANALLLADARN 111 UDNRA Tadu 199 aztiluas
WNAaanNIN ¥naini17aanann Tiuaalnnsviansanua

ailnsnifidaanda:

1. IV catheter No.22

IV set

Injection plug

manu 1-2 uffa 100-200 mL
50% glucose 50 mL 1 a9/
Syringe 2mL, 10mL, 50 mL
Tube NaF

Tube EDTA

© © N o o~ 0D

Tube lithium heparin
10. Tube clotted blood

AENAFAL:
o Fugthelilulsaneninag
o A o = v X o an DX
¢ NPO MaufieNAunTane Wi auiulszdfainisuazangulssadnlos
Y 4' % U =l 95 d‘ <1 . Vv !
o frlheaansonnvian videuniu calorie-free laszndnanimasey (1a
wATaRNTNaTANE) asnsoqniAudiaFesle
* 7999 capillary blood glucose (CBG) %N 6 43134 (81An9930%U UWALLTET7
BINNTUATANNNTULIY) YTBRTIANBNTI8H8IN7289NN19LTZALUIANA LUEABARN
o Llananisnsaa CBG tUaunan 60 mg/dL Ivid@imnsaa plasma glucose concentration
Watuduszauiimaluaes vneasndn 60 mg/dl 434 limsaa CBG dawiuyn 1-2
fql3d WATAIMTIA plasma glucose concentration WIBNNUNNATY WATLAL clotted blood
sample 1 tube W lAda critical sample (114 serum cortisol) Tun1e1Ag
o ATAUGANITNARDLLAE
- WANNTATIA plasma glucose concentration UaNINVININY 45 mg/dL
(2.5 mmol/L) WAZHNBINITVBITEALUNANALMARARN (buet il TinaiiiTunan)
- WAaNNTATIA plasma glucose concentration UBLNINUTANNNL 55 mg/dL
(3.0 mmol/L) Tagldanfluseaionnisaesrsiutnmaluidenm TuauniaadlszadRfidnle
AU Whipple’s triad GoWAY (N76d7151/98 AN FENADN1IEUNTNTOUYENNI1IL ARG
Ty 0 zaviala @1aldinouaiiuniy)
P o v o = A A X & v o
- Weary 72 dolusudodslifiannis Widiaseanusadisawanias winda
laifimnnararng lauganismasay
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o 0 f«gﬂ?ﬁyuqmmiwmmu Thlanziaandangaa plasma glucose (NaF), ketone
body (EDTA), plasma insulin Las plasma C-peptide level (lithium heparin, clotted blood),
sulfonylurea level wazdy cortisol, growth hormone, glucagon (clotted blood) Iuiﬂﬂﬁmﬁﬂ
hormone deficiency

o wanAmRBARIIALaTa filasanansnmNtinvald lunsdlfgiaafiannsruus
1% 50% glucose 50 mL IV bolus

NEUNSNTaw:
2INTNNLUANAILADARITULTY, UNAGR, N19LIRlaalaen

nsuilana
A A o = [ o | o o Yy v
LRHUEUNALABA AILITEAL plasma glucose < 45 mg/dL 334N Ha1nsdnlany
v a o 3 = 6 a ~ a YUY Yo . s A !
Arlhaiinnzszauimaludeanaass luaunasieainisdnlaiu Whipple's triad #anew
aun9nlkhiAn plasma glucose < 55 mg/dL laglaailufesfiannisreesesutnmalulaenmn

m1519N1sulanani1snagau 72-hour fasting induced hypoglycaemia

Symptom glucose Insulin C-peptide, B-OH Sulfonylurea Diagnosis
(mg/dL) (pU/mL) ng/mL butyrate, level
(nmol/L) mmol/L
No < 55 <3 < 0.6 (0.2) > 2.7 - Normal
Yes < 55 >> 3 < 0.6 (0.2) <27 - Exogenous Insulin
Yes < 55 >3 > 0.6 (0.2 <27 - Insulinoma, NIPHS,
PGBH
Yes < 55 >3 > 0.6 (0.2) <27 + Sulfonylurea
Yes < 55 >> 3 > 0.6 (0.2 <27 - Insulin autoimmune
Yes < 55 < & < 0.6 (0.2) <27 - IGF-ll-producing

tumor (NITCH)

Yes < 55 <3 < 0.6 (0.2) > 2.7 = Noninsulin-mediated
1A hormonal
deficiencies, organ
failure, critical illness,

sepsis

NIPHS = noninsulinoma pancreatogenous hypoglycemia syndrome, PGBH = post-gastric bypass hypoglycaemia, NITCH
= Non-Islet Cell Tumor Hypoglycemia
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msutlaransd@laiiianaztinmasasmsvasauasy 72 Falug

Filag insulinoma ununnIIaaziAnnaztinmasnnely 72 daluavdaEu
msmaaay laavialUnismeaausnamnsovgaldiaus 48 dalususn Sifiesdautani
FawvinisvaaauAaauATy 72 9alae wnasy 72 dalassesnimmeseundn gl
LiAnnnagimaludens anxnsoddadsdngileglaifinngg insulinoma nélasds
naztmaludansin e1afesvinnisaaen mixed meal test Al
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ACTH Stimulation Test

Mﬁﬂﬂ’]‘é‘uﬂzLMEJN@‘II@Qﬂ']‘JdQGIﬁ"JQ

ACTH stimulation test W3i3anandaniiadn short synacthen test Lilun1sms94
dynamic test 1@lsziiiu hypothalamic-pituitary-adrenal axis (HPA axis) Lfiedqeatiade
N9 adrenal insufficiency (Al) u@ﬂmﬂﬁmiwm@fﬂu ACTH stimulation test §9@1817aN1 U
ﬁﬁmﬁﬂqu congenital adrenal hyperplasia (CAH) i Immfﬂquﬂ@:&l 21-hydroxylase
deficiency CAH

ADLNTURINTTAGA
o ld9tadunnay Al TugnilseAn serum morning cortisol agluLnuinIng
o liafiaderiloangy 21-hydroxylase deficiency CAH

FUAURY Assay LUN19MATIA

N3 ACTH stimulation test L@35adiein10z Al Az¥iNn17M399 serum cortisol
FerTinad assay I@nanaliluumannuEas “Serum cortisol” @MSUNNIATIALNEITAGE
N9 21-hydroxylase deficiency CAH viuazifinsnsaas 17-hydroxyprogesterone (17-OHP)
F9a13n70m39a1AE0233 immunoassay 1Y electrochemiluminescence immunoassay
(ECLIA), radioimmunoassay (RIA), enzyme-linked immunosorbent assay (ELISA) d&NTu
NN9ATIAAILIT liquid chromatography mass spectrometry (LC/MS) ﬁuﬁm’muﬂuﬁ%mz
&fﬁwaﬁqmwiﬁﬂmLL‘WJLL@zﬁﬁiﬁiﬁLunn@mﬁuWﬁ’]m@

aa
AENITNAFAU
= o Y
nsLRsANAIELlaE:
1o [~1 bl

o laafluResinanvig

o Luzthbiulsenuetvsnludumneunimmasaey ihesannlusuanasunay
NN9MBLALBIIEY ACTH

o v d‘d 1 . ) . [

° LLu:u’ﬂMMﬂmﬂﬁmuﬂquﬂﬁ‘zﬂ@um@d prednisolone #1178 hydrocortisone Tadan
azaglugduuuiudszyniy eamn vienunaunmaaey LLe9aINaIaliANITIuNIWLeY
ANTUANTAL immunoassay N1 (cross-reactivity) ¥nlsidnaanunlaili serum cortisol LAz
ARALINA4LEY serum cortisol 11 IAEWATIUMgAENaUNNTATINaELNatieY 5 ATITIN
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18981 1TU prednisolone MeANaL 24-48 G21a4 hydrocortisone MgAnaw 18-24 fala
visanlasuliflden nguitlasuniunismeaey 1y dexamethasone uniidoadrszisAa
vniane cortisol Wdavem dexamethasone laifia 1 FuaaldAn serum cortisol ANt
Lﬁmmnﬁm?ﬁuﬁg\i HPA axis 91N dexamethasone

o @NNN90YIN ACTH stimulation test alyunaaduils wanusynuboaddn
Tnean1znnavin low dose ACTH stimulation test iflasainnisnagadludasielania
371 low dose ACTH stimulation test udaaznsdullalsinuaziannndngimaaatlugaadn

gilnsnifdaanieu:

e Iu butterfly

e Syringe AMTLRALABA

e ACTH (Synacthen) 250 mcg ¥3a ACTH fiknunisiaeans (dilute) 1w 1 meg

o vaaALALIEEATILNT AN AaALTEY (serum clot activator: NUAY) YTBBIA
Tiaanfuaenniasiuaenuddagia lithium heparin tube (anlen) Tﬁ?ﬁ?u@gjﬁmﬁm
989 assay LABFT serum cortisol Wi 17-OHP 41u9L 3 NABR

e MaFFes low dose ACTH Aasiinng dilute igniasiaslfansuinindeuyy 0.9%
(0.9% normal saline) WazN19uAL ACTH Mﬁq@’mfmmqLLé’qma‘Lﬁuﬁ@mmﬁ 2-8 BIAN
awadsawazAula iy 60 Tu

ABNAdaL:

o 3us label MaBALSULABAAMTUAS serum cortisol Ing@auaandi 0, 30 uay
60 U

e diia butterfly A1 heparin lock WAzlANZIAaALABAT serum cortisol Naudn
ACTH 711981 0 w¥i

e QA ACTH (Synacthen) 250 mcg A NTu high dose ACTH stimulation test LLaz
1 mcg & MTU low dose ACTH stimulation test WINMNIMaRAREAAT @113U high dose
ACTH stimulation test @30 aadNNaNaNALTe (ntramuscular) 1§ TagwL992mWdng
nMaandmandaiiouaznsaadnmaduden AAnNLEuEsErInensan 2 wuylsl
WANANNAY

e N132m ACTH 1 mcg @ 57U low dose ACTH stimulation test “qu Wiz Ll
waaanaainlunsanrunnaliiiu 2.5 wuRwns Wewinmnlduaaaiidaaiuen
ANNIT aziinnainnginaeaingn ACTH 13nmaanildanasanavililsann, ACTH
fandnlusndnEanonlnile’

e lANZlABAFY serum cortisol M19a7 30 WAz 60 wNT

e HNNIANENNLIIN3YI low dose ACTH stimulation test 111 A1 serum cortisol
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azgeinldlalpssinialugas 20-30 witusn Fadunisiang cortisol filnan 20-30 wnidauiv
low dose ACTH stimulation test fi@naiieanaluni1satiaas 1aadLINENTUNEILIALUEUN
Tanzlaanas serum cortisol 11 20 uay 40 WNTIAMSL low dose ACTH stimulation test

e @mFunisviniiesiiasaniay 21-hydroxylase deficiency CAH leivinianie
high dose ACTH stimulation test iniulsituz1innsvi low dose ACTH stimulation test
WaZlYae 17-OHP $a8nY serum cortisol

nsisEiamENngaL:
dlanafianisuid ACTH 1a uAnusenugtaatiasnin

nsuilana
e NM52UARANE Al
nsutlang ACTH stimulation test tiuazlden serum cortisol figaganasnisian
ACTH (peak serum cortisol) LavaufLTfialad immunoassay W% (Fainanaliluumaaiy
“Serum cortisol’) FatiuEnldqasiniAxdMTL immuncassay julvidenariliiAanauanans
lunnsitade Al'lE nanAeazyilininisaiaduniay Al anniundnnd (overdiagnosis)
- 38NIvA&aL serum cortisol ‘;:'um'f] WINAT serum morning cortisol > 18
meg/dL (> 500 nmol/L) Dadnluiiniay Al
- G8n19veaey serum cortisol Fulua wuzilianAl serum cortisol
Usranuiesas 20-30 ANaaRmANIALUINAT serum moming cortisol > 14.5-15 meg/dL
(> 400-413 nmol/L) fiaanlaifinnag Al
e N199UARYN1I2 21-hydroxylase deficiency CAH
— A 17-OHP %831 high dose ACTH stimulation test < 1,666 ng/dL (< 50
nmol/L) fadnluinnng 21-hydroxylase deficiency CAH
- A1 17-OHP %as high dose ACTH stimulation test > 1,000-10,000
ng/dL (> 31-300 nmol/L) D831RNN19% 21-hydroxylase deficiency UL non-classic CAH
- A1 17-OHP %a9%1 high dose ACTH stimulation test > 10,000 ng/dL (> 300
nmol/L) AlaGRFYARLE 21-hydroxylase deficiency Wil classic CAH

NALINAIN:

— sl CBG s uiu lsasuGess naglnsandsn naslsalaudusiin
(nephrotic syndrome) M?T@mf.lzﬁmﬁ?@ (sepsis)

— fizzdy albumin < 2.5 g/dL

- t;ﬁﬁ*uﬂi:wm dexamethasone IUEYNNITNARDL

— 13911 low dose ACTH stimulation luauln® nwunauanasalasasay 3
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NARLIADN:

- N1IVAaeL high dose ACTH stimulation test Tug#inIy Al lanteevie
Taiguusa (mid Al) ety secondary Al #nlsiuu (recent secondary Al) it ¥AIN3
HAnRaNlFAENea (pituitary gland) NnluDe 2 hew azifianaaLala esannsenaanim
(adrenal gland) €l91sitAiannsre (atrophy) Avinliinns8a ACTH aanmeuanluauaiiganan
UnF (over physiologic dose) azflaNITansERUABNNNINIAdIuLUlaZ cortisol 1A
manng Aetiulugiloanguiinisvin low dose ACTH stimulation aziAanauauelunig
FtladuninndivizealsvinnieaeuiiunieaeUNInsFIuEUTU (gold standard) viu
insulin tolerance test

A o g v . L. . v & & c

— vl cortisol binding globulin (CBG) 43 Tawn N19seATsn nazlnseun
G| A B (2 aa
Hunsisenislasugeilaunidiuilsznauaes estrogen

- "L;ﬂﬁuqmmﬁﬁquuﬂi:n@mm prednisolone Ve hydrocortisone T9R1ALIA
N11E cross reactivity 1INITATIA

UUELUB

wnliftlymaesnisanawaal ACTH A9sIAaNYIN high dose ACTH stimulation
test niaw usnlaasnsavinlgvieasdaniaz Al Afnnsmasesluuldisinie secondary
Al Ml uieaglusoiuiinauaau ACTH iansuld low dose ACTH
stimulation test WARBITABNNTFTENLAZIAL ACTH Aignsiasuasinanzanuazqafinanldly
NMIIHARYANUUINILITU LR LLuxﬁﬂﬁl%ﬂgmﬁmLﬁmﬁuﬁq low dose ua¥ high dose ACTH
stimulation test TneduiuAgnInasaudiiuunivieulu
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Adrenal Venous Sampling (AVS)

UANNITUALIUANATRINITAINTIA

{lunnsmageutievitnisawungiinues primary aldosteronism (PA) LAG219LAL
Tunsinenfiuandreivluudazaia laasutnd PA wsesnilu 2 aflslug) < fe
1) lateralized PA 1@ unilateral PA Gemasl@sunisinenlaanisrndnaesmaanladiediaiie
pofluuNINIuean waz 2) biateral PA @9azinnlaannsld mineralocorticoid receptor
antagonist lnaanian feiunisvin AVS AsindnnisitenFeufaunisuaeaaiia
aldosterone 1N adrenal vein iansdne egiireavaanladndlwuimaafseelau
aldosterone {NN3NTIL

v ] <4 v v
ADLNTUALARNINURINITATIA
PALINT: LNBNINITAWUNTUALEY primary aldosteronism
v vl ~ ea v =< o a1 v A o Y o @ av °
dava: gneedlszdfuiansiuied doudiaeleannazess drandunsean
n3ngaa ArsinsdTnEengsunndlsalasangua wazvinnieawnusaniugilos

AEMsNAgaL

\lasannluilaqiiudslaifl standard protocol Tunnsvin AVS Afaauuaziinan
wanssluusazanntiuAaudinann idudesdinimviuaznisudans lunnanaias
NANNTABNNY AVS Asinsvindeslunnlfi® delsznevlldasg 3 uun Ae 1) v
AVS L@Wﬂxﬁiﬂﬁﬂﬁiﬂizﬁuﬁw cosyntropin (synthetic-ACTH) 2) N9vin AVS Lameiisl
nsnsEdudan cosyntropin WAz 3) Msvin AVS Tifannslainszdunaznisnaziusas
cosyntropin

NNTNITAUAE cosyntropin TDULYIN AVS @1RazT NN IATEDI LN cortisol
uaz aldosterone lifannTu Feanaazdasiinanudiiaresmsduduiuisfignias
ae9nslaanaani (selectivity index) usanaazyiilialaniaiinisutlans lateralization ‘Lér
aaas anmisnazdulaeiane cortisol AxniAull daunnsvin AvS Ailaifinnenszusias
cosyntropin anaazillananandisaraanistudusumisigniasesnisldanssud
waundn usazlisunay lateralization
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UANANUIBUNNTIEaNLAIU ( sequential LLag bilateral simultaneous catheterization)
WAZWLINTINNTLN cosyntropin (bolus, continuous drip) B3 ANTA ATl ULAAZEN1IY

nsiasaNaIgloe:

e A23l4ien serum potassium agfluszduinAnaantaaiuiivnnamaaey

° ﬂﬁ?Lﬂ?ﬂNﬁQ%uﬂ NBUNNTATIR plasma aldosterone concentration (PAC)
o wuzthlipruAnszAuANaulalinlilnAneunTnaaey

o LuztAYTENYINNTATATENI198 08.00-09.00 1.

AENAdaL:
e AENAEAU AVS without cosyntropin stimulation
- Wiflheueusuatiales 1 dalasieunimmasey
— medsRunmdasinadladudeniieldanaaaunig femoral vein azvinnng
FAuldeananse 3 sun Taun right adrenal vein, left adrenal vein WLa¥ inferior vena cava
Tnsusazsumisaginnagaidesiladine atnalas 6 mL 1ivesn94 aldosterone LAz
cortisol luusazaumis dnnsmsaaiily sequential technique N9FAWNNIANAZYINNNT
palRasIiuIna Waswinimsldmeaalfrendneenn iwee right adrenal vein
fnadnuazvingaiildaiaaauldenn
e AFNAFAU AVS with cosyntropin stimulation
— Wilauausuethales 1 dalasieunimmaaay
—  ABUNNTYIN AVS 15-30 U171 AE8N9 L9 cosyntropin 250 mcg luan91in 5%
D/W 500 mL drip 50 mcg/hr NNMaamaana’ (LN9aniiuanasazinig bolus cosyntropin
TouRatl) a€l9i cosyntropin liaundnazyinnisiiuiaeniasa
~ ynefidunndagvinnadadudeaiieldansaiunig femoral vein Az
MafiuiAeanainn 3 miums 18un right adrenal vein, left adrenal vein Wag inferior
vena cava latiLAaziuMsaziNTRaAesiedinae atatlas 6 mL 1adinsaa
aldosterone W cortisol luwAazFLMUe 1n13m9aLily sequential technique NSTIRLNNE
ANAZYINTAABANINFN U B Hasaniinsldansanulanaudnsenn ey right
adrenal vein HunaLdnuazyiyailameaalienn
o AGNAEAL AVS with and without cosyntropin stimulation
— Wigtheueumuathaies 1 Falaaiaunmaaay
—  AeuMIYn AVS aziinawmsenlil cosyntropin 250 meg WAlvindadluiag
WHANNIT
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~ yefdunmdasinnadladwdenfialdanaaounie femoral vein azvin
MIALAAATANNA 3 AWMU AansnLfuIaendaeda without cosyntropin el lauA
right adrenal vein, left adrenal vein Wag inferior vena cava IAEWARZANLNUIAZINNNT
pALAaALNaAIRTIa Btviat 6 mL LlednI9 aldosterone WaE cortisol luAaLALMILA
Fannsmenaiilu sequential technique neis@ummsinazfiansouifiuiaendl left adrenal
vein LA inferior vena cava Moy waziLLEaAT right adrenal vein (Hufuviisgaving uaz
AIENEAALADALT

— sl cosyntropin 125-250 meg IV bolus NnanaansdIulansau
Fladuliugn

— wdsaniunieli 5-10 wund fAansafiuidendn agi3e9an right adrenal
vein NAaneliuan udauAud left adrenal vein Wag inferior vena cava LuansUTANN
adImTIa et 6 mL tiedIns9a aldosterone waz cortisol TLLAAT AWML

gLz aENAdaL:
\i189a1N right adrenal vein ANTTlda12ARULNIENN 1R UANNLALNARNITAN
11/ e AVS 198N1g record vital sign tuszas wazidnszdsannisliniag

NNIZUNTNDRY:
— Groin hematoma

— Adrenal haemorrhage

nsuilana
ATl EAINNNIATIAIEEAaIN AVS azulsaaniily 2 dou Ae
1) nstudusurdadildanaatuatlusiunie adrenal vein 434 (selectivity
index: SI) lANNIAINNNTAIUIRLAN cortisol / ooﬂisollVCIMEﬁ
1 Sl > 2 Tu AVS without cosyntropin stimulation &8z Sl > 5 1 AVS with
cosyntropin stimulation a¥0a31% successful catheterization
*AV = adrenal vein, IVC = inferior vena cava
“ fiaganiinisld cortisol (i usaAIUIIAN S “Lui{ﬂmﬁl,ﬂu primary
aldosteronism UN9TI8BNANLNNTH cortisol co-secretion TauAe N lN1TAUINL ST Lag
3l cortisol anaviliiAinnnsfianatn laeanizgilaaial significant cortisol excess Ty
7MY cortisol WAIVIN 1-mg dexamethasone suppression test > 5 mcg/dL AT ABIYIN
malasuliflFaesinuay wu metanephrine lunsvin AVS unu
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A o v PN & v v
2) NNTEULIUINNITATIN aldosterone NEWNNINTUY N’]'Qf]ﬂsﬂrNbL‘Viu ﬂigﬂ@U1ﬂmQﬂ

2.1 lateralization index (LI) l@X191NN1TAILIDUAN
(AldosteroneAV/CortisoIAV) 419 dominant / (AldosteroneAv/cortisoIAv) 119
non-dominant
01 LI > 2-4 114 AVS without cosyntropin stimulation waz LI > 4 lu AVS
with cosyntropin stimulation a20@313 lateralization o l7idn e
*AV = adrenal vein
gLl Aldosterone /cortisol 38 A/C ratio aAN3 N7 1 aldosterone
Reetnaien Weean left adrenal vein axinnsluamnsaniiy Inferior phrenic vein vl
a1Aaziin1g dilution 189NaLAA LA
werding dominant MaNEEe 419915 A/C ratio 49N
2.2 Contralateral suppression index (Cl) 1IANINNITAIUIDS
(AIdosteroneAV/cortisoIAV) 419 non-dominant / (Aldosteronewc/cortisoIIVC)
{1 Cl < 1 azi@91 419 non-dominant ﬁuﬁﬂﬂigﬂ suppression UB4EaTLNY
FURTIINN MlAAN A/C ratio 2849 adrenal vein Baanan IVC aztiadniinng lateralization 11/
ﬁsﬁj’m dominant a3
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Captopril Challenge Test

UANNITUALIUANATRINITAINTIA

Hunnsmageuiiefiudunisiiads primary aldosteronism laswannisae (el
captopril %uﬂumﬂ@:m angiotensin converting enzyme inhibitors (ACEI) Tuaudnfazsiaad
m'a‘wﬁ"‘q aldosterone ﬁ@mmmnndﬁ@ﬂm 30 wazd renin ﬁLﬂlmﬁu fN72AY aldosterone
fansguatToanadLieaanlesatls captopril uanangilagiinagsl primary aldosteronism
434 1TAFTIazaan ildinsudenaaznunaauaddligs

2/ 1 g 2/ 2
UBLITUATUVRUINUBINTTASIA
vy & g A A o aa o . .
davied: {univaaauiieduduns3iady primary aldosteronism
davN: gdlanaEeslnanysrazi 4-5 gnRlsedRuien ACE gnsedn

bilateral renal artery stenosis @ﬁﬁa‘zﬁu serum potassium g ATUANLALNNITNARBLIY

ac
A18N1SNAEaL
a o Y

nMsinsaNAQLaE:

e A3TIAY serum potassium atluszAUUNFRAEATITUNYIINIIAAEL

o FUUTENMIURNUITNHIRTIRALANAINLNG

o 1HABNALILAZEIYNT NAUNTNAGAL WALTULTENIUENaAANNAUIATRALAY
SNNUNALTENADULTNANNLUNG

° ﬂ’]iLM?ﬂNﬁQfEuﬂ MABUNITRTIA plasma aldosterone concentration (PAC)

BNAdaL:
DAl Qs | t% o | ° a °
o Lidthuagluvintetatias 1 dalaanaunaaay (WueiAEayinn1Ingma
7EN9191947 08.00-09.00 W) UaLlMNAAEAIUAUGANITNAGBLITUTEEZIIATANNA 2
Galalg
1 o Vo1 v =
e NaWIINIMARaL HiliaazAasd BP > 100/60 mmHg
e @ILABAMTIA PAC, renin, serum cortisol WA serum potassium NaUNIINAFaL
A1 serum potassium agluinouning (> 3.5 mEg/L)
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o YAIANNUY W captopril 25 mg 2 tab FULUTENUNUN
o AUABAMNTIA PAC, renin, serum cortisol A% serum potassium 1aIN133uLseniu
&1 2 Gala

n5LENsE I IRIE N ARAL:
UYULVNNTNAGDL HN1FMTIAIA blood pressure, pulse )N 30-60 W71 LaLH
7¥19N1NZANNNALIARAN

nsulaua

InagaInAY PAC adlii captopril ATL 2 dalaauazsziiu serum cortisol MAIT
NNINAFBLLATAAITAZURLNINNAUNTNAFDL

e 01 PAC aRadNNNN9N Fa8a 30 Landanmlaniaaziily primary aldosteronism
U

e 01 PAC aAadTa8NIN §a8az 30 3ANNU suppressed renin LaAIINHIANIEAE

\ilu primary aldosteronism &N
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Clonidine Suppression Test

UANNITUALIUANATRINITRINTIA
Tupudni Hals clonidine (alpha-2 agonist) $19N1UALNANITNAIEDT LW

norepinephrine

Jatsduardatiaaninisnsia

ﬁm.iﬁy: qilaa8n1g pheochromocytoma YER paraganglioma (PPGL) Slm"m‘ﬁl
urine LaZ/%Ie plasma metanephrine, normetanephrine QQﬂiﬂﬂﬂﬁLﬁﬂﬁ@ﬂ (L‘ﬁlmmﬂﬂ’m:
false-positive N1 true-positive) 1nel clonidine suppression test X sensitivity 85% (‘1/1?@ 94.1%
Lﬁ@ exclude tumour with isolated metanephrine increase) Way specificity 100% ANNANAL

Aavi1N: BP < 110/60 mmHg, 11081911 (volume depletion)

aa
A6N19/A529
= o Y

nsinsENaQeltlae:

1. elAen sympatholytic drug iU beta blocker ¥TaENNANARBNITULANADEN
UDE 48 G3LN9

2. Mﬂqmmﬁﬁma block norepinephrine reuptake Cih tricyclic antidepressants,
non-selective serotonin reuptake blockers, MAO-inhibitors, alpha2-adrenoceptor agonist
(methyldopa) a&nates 7 41

3. NEAGUUNT WATWANIALNBINIT catecholamine-rich agstlas 24 daludnen
M7

o/ =) v Qs d‘ o 4‘ =) o’ =)

4. neasnanANAUladinddunINmasaLiasndlanmainansiulaiin

A3EINan1Inaaas e

Sl v a
qﬂnimwmmmsﬂu:
1. EDTA tube 2 “iaan
2. ¢ clonidine

3. N EuUglatIuda 1ald EDTA tube NAsd@dmT0e



68

ABNAdaL:

1. Tloduaenn wusinidanuuaw

2. UBAUIY 20 W

3. LANZLABAGAY plasma normetanephrine Turuau

4Iﬁ%ﬁmdmmme&Mnmgﬁﬁ%uﬁw@ﬁaosom@ﬁmwﬁﬂﬁ43nmymp

5. PTIRTAANNAULATALATTNATYN 30-60 W TaaftefapsuausIURaen
NINAEaL

6. LANZLABAAS plasma normetanephrine luvinuau 7 180 wnfinasAu clonidine

7. inAsdensautluuds videutifiud 4 esrmadsarudinsdifiannnsaa
meflusudiiudngas wnlaanansovinldlududeniu Wi fui -20 e -80 e maT s

n15HNSEITUENARAL:
o o a ) a v v
7219ANNNALIARARILALTNATLF 1N

nazunsndau:
DR8N ANNAULAARATNTETNATIAUTITENTGINNITATIN NANTUEA
n3m3aa wagliangtlaaagluvin Trendelenburg faniunsinansvuiglag

nsuldana

e Suppressible (normal response): plasma normetanephrine MR LA ENARNA
HNN9N 40% Lilafinuiua baseline

e Nonsuppressible (PPGL): plasma normetanephrine Naslpenanadtingnan
40% \Hefiauiuan baseline

k=4 L

1an95539luMsulana:

Tuilas PPGL linasaeiluu wsenawaailuy dopamine A¥liNaNINAaeL
Wl suppressible LHauALLNR

LANAISR9D

1. Tsiomidou S, Pamporaki C, Geroula A, et al. Clonidine suppression test for a reliable diagnosis of
pheochromocytoma: When to use. Clinical Endocrinology. 2022;97:541-550.

2. Remde H, Pamporaki C, Quinkler M, et al. Improved Diagnostic Accuracy of Clonidine Suppression

Testing Using an Age-Related Cutoff for Plasma Normetanephrine. Hypertension. 2022;79:1257-1264.
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Desmopressin Stimulation Test

NANNITUALLWANATRINITATIA

Tun1azain@ vasopressin ifluaaslaniaansonsziunimmas ACTH Tnsnnsnasdi
WU pituitary V3 receptors Lmﬂuﬁﬂwﬁﬂu pituitary Cushing (corticotroph adenoma) ag
3n19% over-expression of V3 receptors ¥adlA5UN19INIEFUAYE vasopressin AxyiNlsz6L
ACTH luAeageau

Jatisdaninisnsaa

1. Lﬁfmmﬂqu Cushing’s disease N Pseudo-Cushing

o iieldlunnsdiss wannnny ACTH-dependent hypercortisolism (pituitary
Cushing MU ectopic ACTH secretion)

Assay lun15m599 gluumnisnsaa ACTH uaz cortisol

ac
18N19TNAFAL
< o Va
nsimsENAgaE:
1. 88LNEAENNTATIN
2. Tiamtean @I nauneNau
3. Withenanslden vieamnsnaidauLsznatuessifiusess neusnyinmmaaay

ailnsnifigaunda:

1. Indwelling catheter

DDAVP 10 mcg IV

EDTA tube @ 5Laims9a ACTH
Clotted blood tube
nseRnlavnudad g ACTH tube

ISR A

ENAKDL:

1. ANNAUATALALTNATIE W NAR L

2. Aewinmaselild catheter Mvaandanmaastitlie TnaiFavin test 1an
08.00 u.
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3. IfiLAenAds plasma ACTH Az serum cortisol 71 0 Ui

4. 2n DDAVP 10 mcg intravenously

5. \fiuldends plasma ACTH Way serum cortisol #a3an DDAVP 7 0, 15, 30, 60,
90 U

s sl INEIAgaL:
Titaepnntnndaaninnmeaey 6-8 daluaieilasiuniag water intoxication

nsuilana
1. Lﬁ@LLﬂﬂnﬁ% Cushing’s disease Nu Pseudo-Cushing lngazAnna Cushing’s
disease il lamudelatenilessielili
1.1 1a9anls DDAVP 3261 plasma ACTH Mnty > 27 pg/mL (sensitivity
75%, specificity 89.8%)
1.2 Basal serum cortisol > 12.0 mcg/dL wae 526U plasma ACTH 11a3annla
DDAVP Lﬁlmf‘ﬁu > 18 pg/mL (sensitivity 90.3%, specificity 91.5%)
2. ieuwENN9g Cushing's disease 1M ectopic ACTH secretion lazazAnia
Cushing’s disease Slenasannls DDAVP suai plasma ACTH AT > 50% way T8
plasma ACTH Lﬁugﬁ?u > 18 pg/mL

NN2ILUB)
nslinimeaeutiinedtiadeauianisn tWenameaed Cushing’s syndrome 214
Fdaanaluuwdaatadnuualugn (ow confidence in the estimated accuracy, and the true

accuracy is likely to be different)

LANAISR19D

1. Tirabassi G, et al. Use of the desmopressin test in the differential diagnosis of pseudo-Cushing
state from Cushing’s disease. J Clin Endocrinol Metab. 2010:95(3): 1115-22.

2. Terzolo M, et al. The limited value of the desmopressin test in the diagnostic approach to Cushing’s
syndrome. Clin Endocrinol (Oxf). 2001 May;54(5):609-16.

3. Valero R, et al. The desmopressin test as a predictive factor of outcome after pituitary surgery for
Cushing’s disease. Eur J Endocrinol. 2004;151(6):727-33.

4. Giampietro RR, Cabral MVG, Pereira EG, Machado MC, Vilar L, Nunes-Nogueira VDS. Accuracy of the
10 pg desmopressin test for differential diagnosis of Cushing syndrome: a systematic review and

meta-analysis. Front Endocrinol (Lausanne). 2024;15:1332120.
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Fludrocortisone Suppression Test

UANNITUALIUANATRINITAINTIA

unnmageuiiefudunisidads primary aldosteronism lagann1s A G
1% mineralocorticoid 11l utsenu (ludrocortisone) wintatiaeinaiesnwe tuan 4 Ju
TupulninAsnTaadnszeL aldosterone laanae anE9TnTZAY aldosterone 15@30®ﬂ alakh!
Kilaeid primary aldosteronism 434 TIWART sensitivity Was specificity zﬂ\‘lﬁqm wAtdasann
lamaiannzunsndeulsgasasyinnensanasiinssdsiihaangaaetlulsmening

9/ 1 d’l )4 L4
UBLNTUALARUINURINITAFTIA
= d o aa o . .
daded: Tun1medetinetudunisatags primary aldosteronism
Y% v = o o v L o o o o Y a o
davn: Jeedlsedlsaialaanman lnonaiFedy Hlszdfmilamurndamoy
ftinguus JilaadlianunsnriuaNszAU serum potassium 18 iaRnANAUlaiRgININ
A ey o 1% o A o o A &
wiedldanansnaruanlaeglusziulaenis pasnaniaeanvaaeul

aa
18N1SNARAY
=l e Y
nsiRsENnQeltlae:
e ALTLIAN serum potassium agluszaULNARABATITUAYINNITNAGEL
° mﬁ?Lm?mJﬁfJ%uﬂ NBUNNTATIR plasma aldosterone concentration (PAC)
o wuzthlviprupnszAuANaulalinlilnAneunsnaaay
o LUTUIATETNIINNITATIATENINNIAT 08.00-09.00 .

AENAEaL:

o WifilaeFutlsznu fludrocortisone 100 meg 0 6 Falad luiaan 4 41 wuzih
IiinsLa3a potassium aaATULITENL Tuas 4 19an waziinInsalaanuszey el
wilaandl serum potassium 8NN9N 4 MEQ/L AABATITL 29NALEIINAE sodium Tilade
TEUINTU 2 gram ReAss Juaz 3 a0 aliuuladninisfutlsznwnae sodium ating
WNENNE LAIATIRAA 24-hour urine sodium A@ININNGN 200 mEg/day
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o LTNIUN 4 VRINNNIINAGBL AEVINITATIALABA plasma aldosterone concen-
tration, renin, potassium 434Aau 10.00 W. wuzigtlaeeeNvin upright atdas 1 Galug
FANTNNNNNTATIA serum cortisol G9L9a1 07.00 W. kag 10.00 1.

nsEsEInEIAdaL:

=~ | o a % v o 9

Wesanidunimmaaeunilaniaifianiozunsndaulage aosiugionldlu
l3aneNUNa AnisiamNANsulatin seaulnunadsnetndlnada n1sRamINA8INIT
LAZEINTUARIYBINTIITIR LA NIIAviTa T Al URATIn9Y

nsulana

0132AU plasma aldosterone concentration > 6 ng/dL WAININAGOUAUT 4 uans
Indlana@aziilu primary aldosteronism #1N TngAagasd serum potassium > 4 meq/L,
24-hour urine sodium ABININNTT 200 mEqg/day, suppressed renin LAY serum cortisol ‘171|
10.00 1. ANNTAEL 07.00 1.

LANAITANND

1. Funder JW, Carey RM, Mantero F, Murad MH, Reincke M, Shibata H, et al. The Management of
Primary Aldosteronism: Case Detection, Diagnosis, and Treatment: An Endocrine Society Clinical
Practice Guideline. J Clin Endocrinol Metab. 2016;101(5):1889-916.

2. Turcu AF, Yang J, Vaidya A. Primary aldosteronism - a multidimensional syndrome. Nat Rev
Endocrinol. 2022;18(11):665-82.

3 Araujo-Castro M, Ruiz-Sanchez JG, Parra Ramirez P, Martin Rojas-Marcos P, Aguilera-Saborido A,
Gomez Cerezo JF, et al. Screening and diagnosis of primary aldosteronism. Consensus document
of all the Spanish Societies involved in the management of primary aldosteronism. Endocrine. 2024;
85(1):99-121.

4. Rossi GP, Bisogni V, Bacca AV, Belfiore A, Cesari M, Concistre A, et al. The 2020 Italian Society of
Arterial Hypertension (SIIA) practical guidelines for the management of primary aldosteronism. Int J
Cardiol Hypertens. 2020;5:100029.
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Growth Hormone Stimulation Test

nIATIALABALINNN2E Growth hormone (GH) deficiency Tudluajuuzrianizly
nsdiffiaNasdanazianmanuanainnfadasaiaitenvhnwaadalnmansia
wiesexldanes Tanfuianuailunisrainfiaglinisinengas recombinant GH 1N
NUANMNNAUNR

atslsfimnliiansaniufeansaa GH stimulation test nwudngilasiaAx
armJﬂﬁsufaﬂmm%’ﬂw?fam?ﬁﬁmummia‘lﬁwmmﬁm vrefanlAaNes SaNTUAnANgF U8
pltur[ary hormone deficiency aws 3 axis sl wavszdees IGF-1 Ueandn 2 SDS
[fie9anansunsnatiage GH deficiency 1alaglaidasandanisnsaaiiatini uazlaiiuzii
O ATOE PYRTTIBRE R nsaifiaadiennislianwigsannuliilsesdfuedsalalnnianda
WIaReNlAANEININeY

N1INARBLINENNN9Y GH deficiency @180 lavaNeNIINAdaL LU Insulin

tolerance test, Glucagon stimulation test, clonidine stimulation test Wag macimorelin test

Insulin tolerance test

UANNITUALIUANATRINITRINTIA
luaudnd szavvaalU@eaNAINgT 40 mg/dL neddunilaqanainign
¥ v a o =1 ! o ay v o 3 = [
nazRulliiANIuAY GH lussiungeaunanseaulnalannn nsanssiuvimaluaansae
N3l insulin Adudsn1sRseanidunnsgu (gold standard) @uFunNsAtiaguniey
GH deficiency

L4 ] ¥ 174 v
TALSTRALIDWINTRINITAFTIA

YL INaatuayuN1TINAd8N19E growth hormone deficiency Wazn19y
adrenal insufficiency

v

L4 2/ Yo ar o Vd a
AN Ed‘].l‘lﬁliﬁ‘ﬂ@ll@\‘l lsatiala lsmandn w‘mmmm LR N'V]@”]‘El&l’]ﬂﬂ’)’] 65 1l
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4UAURY assay 1UN19A529
Ultrasensitive immunoassay & nTU GH ﬁp\immmgmmm somatotropin WHO
international standard 98/574

aa
28N15NAKAL
= o Y
nsLRsANAQELlaE:
o IABNVIVAUNEIAUIUNAUIUATIA (B-10 D7LaN)
o dahuingilos

ailnsaifdaundam:

e NaF tube 6 28R

e Heparin tube 1138 clotted blood tube 6 1aan
* 50% glucose 50 mL 1 )4

e Regular insulin

« ginsningaa POCT glucose

AENAdaL:

o AZLABAEUT baseline GH waz glucose

o an regular insulin 0.15 unit/kg MUEULADAAT (Luﬂiﬂjﬁﬂﬂz insulin resistance
Wi BMI > 30 kg/m? Ranstutfisauna insulin 1w 0.2 unit/kg)

* {799 plasma glucose VN 15 U faunizﬁq plasma glucose < 45 mg/dL (2.5
mmol/L) “M?"aDSI:L"}]J/’]ﬁl’]Nﬂ’]’j‘VIﬂﬂ@uﬁ@’mﬂ’i“ﬂ@\‘iﬁ’lﬁﬂ@[ﬂé’] antiumIIa plasma/serum GH
uag plasma glucose 1N 15 WTiaLATL 90 WIMATLY insulin aanTOVEANITNAGELLES
plasma glucose < 40 mg/dL (2.2 mmol/L)

o gNNTOl regular insulin ﬁmu’m 50-100% m@ﬂmuﬁmawﬁgﬁ $%1N plasma £19A4
§9n41 45 mg/dL (2.5mmol/L) MaLH insulin ASIUINUNUNGN 30 U

o Heaugammasen AN Laz/Y30 50% glucose YNIUABALADARM
YU maaRamasziunmalAaavdanniugn 16 Wit aundisziuihmalwdenay
NINNT1 70 mg/dL

n9nsE s IENAdaL:

o MINRTTAUANNAULARR TNATAABANITATIA

e nazdnuarnsilasunlasessyiuanaansa

e 1192 late hypoglycemia anazniilai 4 daluerdsainnismeaasaanuzinly

v

ALNTINNTNARALTULTENIUBINTNAIIN N TNAGB LA TARUYIUA
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nsudana

lasysutinaasindn 40 mg/dL (2.2 mmol/L) s=éuaed GH M1sNn3n 5 ng/mL
(meg/L) Hpannandnsnlunisitassning GH deficiency sneinandla 96% LAZAIINANNE
92% (LL@WWnﬂﬁ*uqmﬁmm"Lﬂﬁ?zﬁu GH 7157n91 3 ng/mL (mcg/L) AaztiiANa iz ly
95%)

NALINAN:
*  N19% hypothyroidism WaE hyperthyroidism

e N19% morbid obesity 1378 severe insulin resistance

NARLIANY:
e NITINARTTRINNTUALLIA anorexia
e N"5ld estrogen WIATINLINABINTTIE parenteral testosterone
o lsawvanunacuanlils
o NMIAIATINULATNNNY puberty

o g o
o Asuuazlazes

Glucagon stimulation test

Mﬁﬂﬂ'\iuﬂgtﬁﬁlﬂﬂm’ﬂﬁﬂ'\idﬂﬁ]'i')q
Glucagon tatfunialu somatotropin secretagogue ﬁgmwﬂnﬁlﬁmﬁumi
NTEAUAIN GHRH WATNINNINFAINTLAUANEANTEULITY clonidine, arginine %78 L-dopa
1 [~3 1 v Y Yo v dg/ = 2‘; va s 1 1
atglsfignunuanazasnsonseaulsamnliinunenasile visedulaRomis usazly
v [N Vo d ° o o = 1Y Ao =
annsanseulanmnliiiunaasadenan taqiiudslafianudilandaauionaln
NMINTEFHUNITNAIIBI GH U89 glucagon

Jatisduasdaiinnaainsnsae

GatieT: Lﬁﬂmﬁu@wumﬁﬁ@fiﬂﬂwz Growth hormone deficiency

davhu: naniResudsiniang fAfnzanaairenns gilhswmanui FPG
> 180 mg/dL (10 mmol/L) tf{ﬂfa?;lim insulinoma Wag pheochromocytoma

dUAUY assay 1UN19A52A
Ultrasensitive immunoassay & nTU GH ﬁmummgmmm somatotropin WHO
international standard 98/574
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A8NN9nAdau
= o Y
msinsaNANilae:
o IADMMNIVALTNENAUIUNEUIUATIA (B8-10 T2laN)
o datimtingioy

ainstifdaundam:

e NaF tube 9 naBANTBNITLLIAT O, 30, 60, 90, 120, 150, 180, 210, 240 U]

* Heparin tube %78 clotted blood tube 9 MaaANTBNTELLIAN 0, 30, 60, 90, 120,
150, 180, 210, 240 W1¥

e Glucagon 1 vie 1.5 mg

aa

AENAFAL:

o LANZADARIUTL baseline GH Lay glucose

* @m Glucagon 1 mg (17 1.5 mg ¥INKIENFUNINARAUATEIUTINGINGT 90 k)
nanaaLtleazinnuiananuileAuuau

* MTIRTEHU plasma/serum GH WAz plasma glucose VN 30 WITINAIANLI
Glucagon AUATL 4 G318

o NIHNITIWUENAGDL

= [ = o A = v oo

o o mzaduldenidsn viadauATHenulaludnsannnIaaaL 10-30%

e N19% late hypoglycemia ¥4931NN13NAABLAIRULINIRIINTINNNIAGaL
FUUTEMUBNNIVAIINNNIN AR BLILETAR U U

nsuildana
A28 GH NAAgUaATaIN1TNARaUNLaAItNN19E GH deficiency TWALTEALUEY
patNganIy (BMN) 1e3gidnsanninaaey lnananisnaaauiiuuanile
| d' d’ o ke v ° 1 = | o
o ANUBY GH Y1gailgANAINITNIZAUAYE glucacon RINTIIUTEVINAL 3 ng/mL
(mcg/L) ¥nn BMI daanan 25 kg/m?
o ANUBY GH NgailgANAINITNIZAUAYE glucacon AINTIINTEWINAL 3 ng/mL
(mcg/L) ¥nn BMI @gjse1d19 25-30 kg/m® $aNfui high-pretest probability 989 GH
deficiency anuseIm
e A28 GH NGINGANAINITNILAUAIY glucacon AINTWTBLWINAL 1 ng/mL
(mcg/L) N BMI ﬂyj?wﬁd’m 25-30 kg/m® FFUAMIEY low-pretest probability 403 GH
deficiency anusin
1 d' d' s K kd 5 1 = 1 [
e ANY8Y GH NGINGANAINIINTERUAIE glucacon ANNIUTBLVINAL 1 ng/mL
(mcg/L) N BMI 1nnnan 30 kg/m?



NALUINAIN:

N19% hypothyroidism WaE hyperthyroidism
N19% morbid obesity

NAAUNN:

NIZINAENTRNMNTLAZLIA anorexia

N9l estrogen MTBTI9LINUBINT LT parenteral testosterone
Traiumanufinualas

NN9RIATISUAZAN9Y puberty

TsasuuaslniEess

angyiaud 70 Tl

Clonidine stimulation test

Mﬁﬂﬂ'\%‘LL@SLMI’?’IN@‘H@Qﬂ'\‘JdQ NI
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Clonidine ﬂ@LﬂuﬂﬂMu\‘ImmLﬂu somatotropin secretagogue mumﬁ‘mu alpha-2

adrenergic receptor 183 GHRH neuron vnadlalnymansa uay mmmmﬁummwm

somatostatin iﬂ@ﬂﬁﬁ]ﬂ @mﬂmmm@mammu GH 124 clonidine REZUZNZHENIE

yiMlWinsyaaay clonidine stimulation test luglunyitlulatngdnnia

ARUITHAZTDAINUAINTHSIA

PALNT: [NBATINAANTBINTIZ Growth hormone deficiency (aeanizluan)
v v va a Y valy vo = i .
FaRIN: JNRNITAMHAUAT LasNLATUNTIRINaGD alpha-2 adrenergic

receptor iU phenoxybenzamine Wag tricyclic antidepressant

FUMAURY assay LUN19MIA

Ultrasensitive immunoassay & MTU GH ﬁﬁ\iﬁummg’]umm somatotropin WHO

international standard 98/574

38n1svAgay

=l U Y
ﬂ']‘é‘Lﬁ]%‘EINﬂ'JE&Iﬂ'JEI:

o IADNVNTUAILNENAUIUNDUIUNNNTNARDL 8-10 Tlaa

< 3 A
o darudngioy
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cal v =
AUnsNARILATEN:
* Heparin tube %78 clotted blood tube 4 ¥aBANTBNTLYLIAT O, 30, 60, 90 W]
e Clonidine (0.15 mg) 2 L&A

FENAAaL:

e 1A1TA8AF11TU baseline GH

o HNTINNNIAGeLTULTENIY clonidine AU 100-150 meg/m” 984 body
surface area

* M3937TAU plasma/serum GH N 30 WINNAIANLIA clonidine AUATL 90 U]

N5t IENAgaL:
t% = 1% =~ = [
o ananuNTtnwTe AduldaRen wazdaTals
e N19% sustained hypotension WUlAL 4-5 F2la4naINITNAGBL

nsulana
7EALIBY GH NAAGREANAINITNITAUALE clonidine MHaEN91 3 ng/mL (mcg/L)
W lenun19y GH deficiency

NALUINANIN:
e  N19% hypothyroidism WaE hyperthyroidism
e N19% morbid obesity

NAAURNIN:
NIZANARITDINNTUAZLTA anorexia

N9l estrogen M3BTI9KINUBINT LT parenteral testosterone
lsaunuaunauaNlan

NIFIATINLAZNNIY puberty

lepmuLazlpFas

Macimorelin test

M’Z{ﬂﬂ’]‘é‘ttﬂzLMQN@‘H@Qﬂﬁ‘JdGM%"JQ
Macimorelin 11w oral ghrelin receptor analogue (GH secretagogue receptor 1a

analogue) LH@HNNINTEHU receptor UURILTAA pituitary somatotroph Az¥INlALAANITUAY
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GH i3 51 macimorelin test SaAxINNININAGaUBWITaIanLTunNTlden
Sudssmudaiinatiadssn IHeammesaslbuig waziasasisolunisuanniagy
GH deficiency ﬂ@m’m;ﬁﬁ GH sufficient ‘l&daLaw uananiias] reproducibility 71754
AN IAGaLEYL AlFFUNNsaeNsLT AN FDA uaz EMA

v A v o
YAUNT LA TR AINTRINITHSIA
UYaLe: LNaRTIAARNTBINIIE Growth hormone deficiency (Lueluind, @1gaInnan
WIaLWNAL 18 1)
v v = Vo A o 6 v a . A Ay vo A
dava: naznsalaiuevinliiinniae QT prolongation, Huaanlaiuenis
AriantFLlu strong CYP3A4 inhibitors wazlaiansnsongaliuiundt 5 winueda1Azadin
28981194 7 (1112937n macimorelin Lflu substrate 1adaUlmNAINA1? BIRRLYINIALTANA
| a X vy
daAe Ul

dUAURY assay 1UN19MATIA
Ultrasensitive immunoassay §1115U GH MIR1UN1AT3 114184 somatotropin WHO
international standard 98/574

aa
N18N1SNAFAL
= w Y
MsiATENAQeltle:
o IADNVNTUAILAENAUIUNBUIUNNNNTNAFRDL 8-10 Talaa
o daiuingiloy

cal v a
AUnsalnAaLRTEN:
e Heparin tube %178 clotted blood tube 5 Na@ANTBNTLLLIAN O, 30, 45, 60, 90

e Macimorelin acetate (60 mg/ sachet)

ENAKaL:

¢ 1A1Tla8A&11TU baseline GH

e avans macimorelin acetate 1 wodlui1 120 mL i wnsagiasannna
120 kg 1iazana macimorelin acetate 2 Gﬁfaﬂwf’] 240 mL)

o WiRnTunimaaeuiuLlseniuansazans macimorelin acetate 1119 1ml/kg
0L MIINGA (macimorelin dose = 0.5 mg/kg)

* MI93THAU plasma/serum GH )N 15 UGNl macimorelin ATL 30 U]
AUNTLATY 90 WNT
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nsLnsEIIENAgaL:
e AIANLNNLTUTANAUNR (dysgeusia)
o lugthalsainlavialienndanasa QT interval liinszdanag QT prolongation

nsuilana

JLALUDY GH N9ngeqandanIsnszsiudng macimorelin Miasndn 2.8 ng/mL
(mcg/L) W lenun19z GH deficiency LL@%@WW%?M’]LU%H‘H cut-off 4ag peak GH 11w 5.1
ng/mL (mcg/L) slupliﬂfmﬁﬁmﬂmﬂuiﬂiﬁmm GH deficiency g4 eanlanaRANALINAT

NALINANN:

*  N19% hypothyroidism WAE hyperthyroidism
e N19% morbid obesity

o lFFuanffianantiRiilu CYP3A4 inducers

NAALAN:
o NITINARTTRINNTUAZLIA anorexia
o N3kt estrogen VI RLIUINURINTT I parenteral testosterone
o lsawmanuiiacuanlils
e NNIAIATTALATNNIY puberty
o g o
o msuuazlnzes
o laFuenfilamantimitilu CYP3A4 inhibitors

LANAITDIND

1. Endotext: Endocrine testing protocol

2. The Cleveland Clinic Manual of Dynamic Endocrine Testing

3. Diagnosis and Testing for Growth Hormone Deficiency Across the Ages: a global view of the
accuracy, caveats, and cut-offs for diagnosis. Endocr Connect. 2023;12(7):€220504.

4. 2019 Clinical Practice Guideline for Management of Growth Hormone Deficiency in Adults and
Patients Transitioning from Pediatric to Adult Care. Endocr Pract. 2019;25(11):1191-1232

o8 Growth hormone release after glucagon as a reliable test of growth hormone assessment in
adults. Clin Endocrinol (Oxf). 2002;56(3):329-34

6. Sensitivity and specificity of the macimorelin test for diagnosis of AGHD. Endocr Connect. 2021;
10(1): 76-83.
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Growth Hormone Suppression Test
(Post-glucose Administration)

UANNITUALIUANATRINITRINTIA

Wadqelun1satadeniag Growth hormone excess %3@ acromegaly 1AELANIE
A v = =~ | o = = o
Wagihaiensuay/mseain1suansaas acromegaly badalay visalunstiseal IGF-1
UandvTawinng 1.3 wiredAlaaninuutedAlninixgasangyaasytlas

sLAUURI Growth hormone (GH) WAL AsR g salElunsut analailasan
ANHAMNALLLTIENINTU TINDIBNTNAANNDITNOL ANNLATEA NN1TRBNNNAINILILAY
UTUNUe1NT AYUUNEATNAR8N19E GH excess asRadaAailaqgnieassanen Tluniae
N1227EAUUNANALUADANEIIN AIN1T0IULINITNAIUD GH-releasing hormone WAZLAH
N1INAITRY somatostatin @99 2 B9ALTTNeLUArSUTaN1IUAY GH Tuaniazdn® waly
v A= = « . . I v
@ﬂfm‘mmaz GH excess 1178 acromegaly AEWUN19E “Insufficient GH suppression” LHN
NMozimaluAengaTL

v [l 4
m@UQ%mQQﬂqiﬁliQQ
WWatelunns9iaten1ae GH excess 138 acromegaly

dUAURY assay LUN19A999
Ultrasensitive immunoassay &1%13U GH MR1UN1AT3 14189 somatotropin WHO
international standard 98/574

A8NN9nAdau
= o Y
nsuesENAgaE:
o IABNMNIVALTNENAY (8-10 F1laNaUNTNAREL)

ailnsnifdaanTan:

e Glucose drink 75 g

* Clotted blood tube 3 ¥aBANTBNTELLIAT O, 60, 120 WI¥

e Sodium fluoride blood tube 3 NABANTBNTTLIAT O, 60, 120 WY

aa
AENARDL:
e |31 plasma glucose WAL growth hormone level NAUENNIINAAaL
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v YV ar
° Twﬁimm@@umﬂizmﬁu glucose 75 g
e 131¢ plasma glucose LAz growth hormone level 71 60 LAy 120 Wrrinasannle
A178TANE glucose

n5LensEYNIIENAgaL:
v v oo P = Y
A FunisvaaaueataInisaaula

nsulana

nsutanaluafnairaazlinn GH ﬁﬁﬂﬁqwﬁﬁﬁ glucose FixNN91 0.4-1 ng/mL
(mcg/dL) TuAtiaganiag acromegaly atnalafinnaluilagiiuinsAnsmnusnsziuaes GH
AMFLNN9E “Insufficient GH suppression” 1adlé glucose AsazLiuATININNEvE eI
0.4 ng/mL (mcg/dL) zi’mﬁ*m:ﬂfﬁﬁi'qwmmuﬁ BMI 188131 25 kg/m? LaguINNaNvisaLvinny
0.2 ng/mL (mcg/dL) zi’mﬁ*u{{l,%éqwmmuﬁ BMI innnanusaLvinny 25 kg/m?

NALANADS:

o Maziiny physiologic %138 pathologic GH elevation L#un

o NNTINAENTBIVTUALITA anorexia

e NN7ld estrogen WIBTINLINABINTTIG parenteral testosterone
o TranvauiatuAxlaf

e M9RIAIISUAZNNIY puberty

e lnsuuazlaGess

NAALNY:
* N19T hypothyroidism WAE hyperthyroidism
e N19% morbid obesity

LANAITANND

1. Endotext: Endocrine testing protocol

2. The Cleveland Clinic Manual of Dynamic Endocrine Testing

3. Consensus on criteria for acromegaly diagnosis and remission: The 14th Acromegaly Consensus
Conference. Pituitary. 2024;27(1):7-22.

4. Is GH nadir during OGTT a reliable test for diagnosis of acromegaly in patients with abnormal glucose
metabolism?. Endocrine. 2019;64(1):139-146.

S Determinants of the growth hormone nadir during oral glucose tolerance test in adults. Eur J
Endocrinol. 2019;181(1):55-67.

6. Growth Hormone Response to Oral Glucose Load: From Normal to Pathological Conditions.
Neuroendocrinology. 2019;108(3):244-255.
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Hypertonic Saline Infusion Test
(with Plasma Copeptin Measurement)

UANNITUALIUANATRINITAINTIA

Tuunansainsuenatafeniay AVP-D, AVP-R Wag primary polydipsia lagianfel
water deprivation test 343 accuracy Uszanns 70% anavirldenndieanndasniauazaana
ANNIDIBINNTATIA AU IR LT ANI A LALEIIeY hypothalamic-neurohy-
pophyseal system AanLlasuLlasues osmolarity MAnTulaeneeiuniglE hypertonic
saline (3% NaCl) A28n199ATZAL copeptin Fluansfivaanianiu AVP Tugduuvaeq
prohormone AMe8RINA@3U 1:1 LAg copeptin Lﬂumﬁ‘ﬁmﬁﬂﬂugmwgﬁﬁmmnﬂdﬁ LAY
Axn30ATaadaladiendiediauiu AP

14 ] ¥ o/ v

TALSTUAZIDWINTRINITAFIA
YRLeT: [NaEUTUNTINAdN9E AVP-D
dannisnsaa: fiatlsnanes lepvilauazlsaandn

dUAURY assay 1UN19A52A

Immunoassay 184 copeptin lagLanig immunoluminometric assay (LIA) waz
immunofluorescent assay (103a184 plasma copeptin 41N ELISA luilaqiiudasinanumiuuls
UVBIAGA)

aa
A8N19NAFAL
Gl o Va
nsuesENAgaE:
° Y ¥ 1 Vo K a b ! o

o uwuzihdnsonnamasevlirulszmiuinliiiu 500 mL luAuneunsinnig

NAGaL
a A i v o o A . . . !

* UANLAEN alcohol BENIat 48 TaluaUasuANIALN nicotine kAY caffeine BENY
e 12 4alaanauinnismeaey

o Tlunsainifilogld DDAVP viFeaeninase urine output Léwn SGLT2i, diuretics,
glucocorticoids Uaz NSAIDs liviganauvinnisnaaauetnatiey 24 43la9
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ailnsaifdaundam:

e EDTA tube 8 tubes W%@N?%QLQZ\]W 0, 30, 60, 90, 120, 150, 180, 210 U N

* Heparin tube %178 clotted blood tube 8 tubes WiaNILLLIAN 0, 30, 60, 90,
120, 150, 180, 210 W17

e 3%NaCl 500 mL 5-8 94

e 5%DW 500 mL 1 g4

ABNAdaL:

o LAZNLLABANTIA baseline plasma/serum Na Wae plasma copeptin

o 1% 3%NaCl 250 mL yadudeasiiling) 10-15 undl aniusedas 0.15
mL/kg/min

e M7297¢AU plasma/serum Na UWag plasma copeptin NN 30 U

° uqmmwmmmﬁm:ﬁu plasma/serum Na NINNT1 150 mEag/L (mmol/L) V78
9% 3% NaCl A7U 3 Glad

o wasnaumMmaseyUlEnFunmeaauRaiuglan 30 mL Aethuings |
Alansalu 30 wituazls 5%DW 500 mL madwaaniuaan 1 99la9

e M7IR7¥AU plasma/serum Na LAz plasma copeptin efiuudnszi Na nay
gALni

nsE s IMNEIAgaL:

o prarziuAnudlaiin Fnar paasnsnmaioihszdaniazanaamsiinen
mslanan

o hagdannazansuniiin mMazdnuazmaiasunasesssdunnaansa

o AN 3%NaCl LHN7239n19L1A phiebitis

nsudana
e 3TAUUDY baseline plasma copeptin
- 1da8nd1 2.6 pmol/L W lAnun19z complete AVP-D
—  3NN91 21.4 pmol/L Wnlanuniag AVP-R
e 3¥AUURY plasma copeptin a4 Ll# hypertonic saline
—  YeundnvFeinny 4.9 pmol/L Wnlenun1ay partial AVP-D
—  1NN91 4.9 pmol/L WnlARUAN9E primary polydipsia
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NALINAN:
fNUNNTURA U corticosteroids

HARLAN:
o nazaduldanAsuguLe

e N19% renal insufficiency

LANAITAND

1. Endotext: Endocrine testing protocol

2. The Cleveland Clinic Manual of Dynamic Endocrine Testing

3.  Approach to the Patient: “Utility of the Copeptin Assay” J Clin Endocrinol Metab. 2022;107(6):1727-
1738.

4. Copeptin-Based Approach in the Diagnosis of Diabetes Insipidus. N Engl J Med. 2018;379(5):428-
439.
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Indirect Water Deprivation Test

UANNITUALIUANATRINITEINTIA

Tumﬁﬁ'@ﬂfmﬁmaz polyuria-polydipsia syndrome aniluRaILenni1sIuags
7211919 Primary polydipsia N19e Arginine vasopressin (AVP) deficiency syndrome (AVP-D)
WaEN1IE AVP resistance syndrome (AVP-R)

seavNAY8Y plasma osmolarity BEj7E1379 280-290 mOsmol/Kg et
2184 plasma osmolarity ‘vﬁ@ﬁmi@tyLﬁﬂﬁ’]émmmzﬁmm%’qqLL@W&“@ AVP LileAgsss
plasma osmolarity sl,ﬁm‘l?ll lne AVP agliquny Aquaporin 2 receptor ‘171' cortical collecting
duct M liNTannN139U free water anaanailaanaz nlsZAL urine osmolarity #1113
geAul#T 1,000-1,200 mOsmol/Kg

atidlsfimaludiaeifanuinlnfrainisaiavFanisvinaures AVP daguly
g AVP-D uaz AVP-R azyinligtlasliannnsnvinli urine osmolarity gannnnan 800
mOsmol/Kg 1§ snariutlaeniag primary polydipsia Asinuiist urine osmolarity T&lsdsinari
ALULNA

ALNTUAZIRWINURINTATIA
AALINT: [NBINADLLENNNIE AVP-D, AVP-R Waz primary polydipsia
AWN: NNIZIIRE1TUN (dehydration) N9 uncontrolled diabetes N3 untreated

hypothyroidism LLagN19e untreated adrenal insufficiency

dUMURY assay lUN19A9IA

Urine osmolarity Aa1N osmometer AEIR G freezing point depression

aa
28n15NAEAL
= o Y
nsiRTENaQeLlae:
=] q' 1 v alz = d‘ . . .

e UANLALY alcohol BENLAE 48 TalNALATUANLALN nicotine WAL caffeine
2gUaY 12 99laNauyin NINAEaL

o Tunsaingiaeld Desmopressin 1 dDAVP %Taendinase urine output
lAwn SGLT2i, diuretics, glucocorticoids uaz NSAIDs limganeuvinnisnaaeuat1sias
24 Gl
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o sateneNTataRadUeaAY vide 10 Galasaddlafimuninil polyuria
3N eaaliaaliias 2 dalaaneaurinnimeae (vraligns FLULNANAUN (Fala) =
patient’s weight (Kg) x 0.03 x 1000 (ml) / urine output (ml/hour))

o Wiheduhmindeuiuinmaaoy

ailnsnifidaunda:

e Clotted blood tube 1138 heparin tube 5 - 10 YaaA

o n3ziniivilaanie 5-10 29m

e dDAVP 1 ampoule (4 mcg/mL) 1178 dDAVP nasal solution/spray (10 mcg/0.1 mL)

AENAdaL:
o %ﬂﬁﬂuﬁﬂmuﬁlummm@
* 31 serum/plasma osmolarity LAy @4 urine osmolarity Mﬂuﬁ?‘ummmﬂ
e 131¥ serum/plasma osmolarity (optional) kag &3 urine osmolarity LL@Z%QIE’Mﬁﬂ
ﬁqnﬂ 1 gl LL@SMQmmWM@ULﬁ@WUdW
— Urine osmolarity wlasuuilastioandn 10% wie 30 mOsmol/kg AAFBML
2 A1 Wi3aNANNTN 800 MOsmol/Kg vide
— dminfanaseanENEusINNGn 5% e
— serum/plasma osmolarity > 290 mOsmol/kg Yea
— serum/plasma Na > 145 mmol/L (mEg/L)
e a1l dDAVP 2 mog (0.5 mL) MaLdaens ey dDAVP nasal solution
10 mcg (0.1 mL) NnNagn
e 44 urine osmolarity n 1 daladelldn 1-2 Faluamdslt dDAvP

nsE sl INEIAgaL:
HINTINNITNAFDUBIANDINITYBINITUIAGITUILTY postural dizziness WAL

hypotension

nsuilana

A1 urine osmolarity 1a4n1INAgaL (Newlssy dDAVP) dasndn 300 mOsmol/Kg
B8 UNNIE AVP-D 3a AVP-R LaNNM1seaadlaefanI o nisLiaduaas urine osmolarity
wisddnFunemaaed/léFu dDAVP 1nslunsdl complete AVP-D agwumatisiuaes urine
osmolarity NINNTT 50% WA complete AVP-R %WUM?LWN‘%M@Q urine osmolarity U
n71 10%



88

PINAN urine osmolarity 1a4nN13NAaaL (Meulssu dDAVP) 11nndn 800 mOsmol/Kg

% exclude N19¢ AVP-D waz AVP-R

NALINAN:
= | % v = EAN Yo %
° LN@IN@’]NK]?QQ@H"]\?@@{]W']?VLWLWENW@ Vij'@QLTW?QNﬂq?Wﬁ]@@Uiﬂ?Uﬂq?uq

TLUINNNITNARDL
v v oo Ao ' P
. tz_jlfﬂﬂi'umi‘mM@umimﬂmmwnﬂmwmmM@u

NARLAD:
AingFaavaaeuNiNI9L postural hypotension WiaAaLldaIAtw

LANAISR9D

1. Endotext: Endocrine testing protocol
2. The Cleveland Clinic Manual of Dynamic Endocrine Testing

3. The water deprivation test and a potential role for the arginine vasopressin precursor copeptin to

differentiate diabetes insipidus from primary polydipsia. Endocr Connect. 2015;4(2):86-91.
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Inferior Petrosal Sinus Sampling

UANNITUALIUANATRINITASTIA
nmazdnfszuuvaaniaenmansaslsianesaslvaidng inferior petrosal sinus
(1PS) lunsdiffiiiasansdenlFanesfings ACTH (pituitary Cushing) azilszé ACTH 71 IPS
gandn Waflsuiusydufingaldanidudensaten (peripheral blood)
Lﬂumiwm@@um‘fﬂmﬂ pituitary Cushing aana1n ectopic ACTH-secreting tumor
Ine pituitary Cushing @il dndauaes ACTH 71 IPS Wfieiufiu peripheral blood 49NN

ectopic ACTH-secreting tumor

Jatisdnazdaiinunaainisnsae

ﬁﬂﬂﬁ“i’?’: slﬂmﬂmea ACTH dependent Cushing’s syndrome FEAT LN pituitary
Cushing N ectopic ACTH-secreting tumor

davn: Jn1aznsudvfrauaennaUng WNaNTNLTE

Assay lun15m59a gluumnismsaa ACTH waz cortisol

aa
28N15SNAFDL
= o Y

nsuesENAgaE:

1. wuztly uaulsanenuna 1 AUNauIumge

2. 28UNEABNNIATIAUATNTUNING B UL E

3. HNANTTMTIREULUNNIE cortisol Lulaangs (hypercortisolism) NauvinNIsnAaeL
1eun serum cortisol > 10 meg/dL luiunvinnsmaaay v3e urine free cortisol gandniin
(@170 EHanTal1UIENINg 6-8 dURY NeunITAaeL)

4. veReNNANARTEAL cortisol Way ACTH LU ketoconazole ARTVEAN@LNNT
nagaLattiey 4 dUai

qﬂnsniﬁﬁmm?ﬂu:
1. EDTA 12 tubes &113uaImsaa ACTH 14 label tube 1w right IPS, left IPS was
peripheral Maan 0, 2, 5,10 U7
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2. Clotted blood 3 tubes &1UILEINTIA prolactin L7 label tube 1w right IPS,
left IPS ua% peripheral 7itaan 0 w7l

3. nsdnldvnudaiiouwd ACTH tube

4. Desmopressin acetate (DDAVP) 10 mcg IV

AENAKL:

1. lesansoldanadnidusenlanda (right, left IPS uas peripheral blood) 4
specimen @4 prolactin waz ACTH luuAazAILMLS 11980 O U

2. 3m desmopressin 10 mcg IV @4759a ACTH luwsazsiums filan 0, 2, 5,10

nsiEsEInEIAdaL:
Wanaenfisunudldanaani, NMEaNlAeAgARY (thrombosis), 81N1TLALY

(referred aural pain)

mMsudana
1. Uszifiudnldanaanulagnsies asssundavizala Iaglden

1P
prolactin —S > 1.8
peripheral

~ AuanilatldAn prolactin a1n IPS AMYiga¥ign / peripheral

v aa o dd‘ [ |PS Y v v d!
2. ln199ilaqs pituitary Cushing lunsinAn ACTH Seripheral wnnudeladanii
- AmTE91 NAW W desmopressin > 2.0

- ARTIE91 BRI LW desmopressin > 3.0

3. lunsuNAN prolactin 91 IPS/peripheral < 1.8 UFANLANNAALNGHYDILEUADA
Nusans IPS WldAn normalized ACTH/prolactin 4nWanseun
~ Aunilagldrzauaesinuigagn wasan DDAVP andnaimanmiy

ACTH (—!PS
peripheral

IP
Prolactin (—S)
peripheral

uana likely pituitary Cushing LNaamTEIU > 1.3, likely ectopic LHaaRTIEIU
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NALINAN:
Aazinewiletenlassaeflawiluszas (periodic hormonogenesis of ectopic

ACTH producing tumor)

HARLIA:
TadanunsnlasnearulAansasunis (catheterization unsuccessful), L@ULABARAT

WALUNF (abnormal venograms, hypoplastic petrosal sinuses)

LANAISANND

1. Sharma ST, Raff H, Nieman LK. Prolactin as a marker of successful catheterization during IPSS in
patients with ACTH-dependent Cushing’s syndrome. J Clin Endocrinol Metab. 2011 Dec;96(12):
3687-94

2. Perlman JE, Johnston PC, Hui F, Mulligan G, Weil RJ, Recinos PF, et al. Pitfalls in Performing and
Interpreting Inferior Petrosal Sinus Sampling: Personal Experience and Literature Review. The
Journal of Clinical Endocrinology & Metabolism. 2021;106(5):e1953-e67.
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Insulin Tolerance Test

UANNITUALIUANATRINITAINGIA

N19MT9A insulin tolerance test LIUNTNAGBLNIAIFIUE UL (gold standard) Tu
N199UA98N192 adrenal insufficiency (Al) Lﬁmmmﬂuma‘m‘vﬁuﬁy’q HPA axis lagin1IMAdaL
A mumu‘l,mﬂmmf;ummam (hypoglycemia) defefluniny Lmﬁm(stress)@mmm NN
HPA axis Qnn3vF CRH f«mﬁmmnmumu%mvmummm cortisol AANNNNINTL A4
A11N903RTEAY cortisol lunnasaLTReLsEEu HPA axis 16

L4 1 dg’ ¥ v
ABDUSTLASADUINUARINIGFHTIAA

Aalia:

Y @ = o aa [ va'a [~3 v =

o lidunismsatiudunsitdadsnioz Al lasanglugnaning Al dndenvise
VL;J;uum (mild Al vrainailu secondary Al A laiunu (recent secondary Al) i1 YAINIT
HAnRaNlianed (pituitary gland) 81laile 2 1HeK 1WieIaInn1svn ACTH stimulation test
p1anaRaauadlugaanguil

o ldlun139tagan19z growth hormone deficiency (T9AZNANT1LALLDEALWLN
AINAN)

e
©
e
)
x

NIVZANTN

nzalanng
MEVlAIALa e
mqvm@mlﬁ@mmm
8¢ > 65 1)
qmmmm@lﬁumm

[ ]
e300 e300 B30 B3¢ B20¢
=) S S) S S).
XD XD D ) D

°
~
)

dUnuUae Assay lUN19m92a

14n139m serum cortisol lagtleaMaaA28138 immunoassay it electrochemilumi-
nescence immunoassay (ECLIA), radioimmunoassay (RIA), enzyme-linked immunosorbent
assay (ELISA) AUIUNNTATINAIE G liquid chromatography mass spectrometry (LC/MS)
tufianauiuguazamziign uifisaunauazyiilaldlunnannunening
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aal
28n15NAEAL
= o Y
msinsaNAagilae:
1 Vo1 Y v

o mznageudgthaliidarmnaenimaaa

o LULUNIBINNTNALUAATUIZTUININTNAGDY 111 UtnNe Tadu Hedu aziiuas

e IAUNLATEIMIT 8 TalaNNaUNITNAGDL

o vinAdulNANIla (electrocardiography: ECG) neunnsnagaLaNate iy
rlalaidninsialaanalaen

ailnsaifdaunda:

e Regular insulin 1 19/

e |nsulin syringe

e yaaALIBaATlN AT uAeAUTIE (serum clot activator: ANUAY) %78
lithium heparin tube (@qﬂ@m) AAMTULAL serum cortisol A3 5-6 Va8

o VABAILLABA (NaF tube: ANt11) ¥38 lithium heparin tube (ANWW) &1YFUA
serum glucose AU 7-8 UABA

e 50% dextrose 50 NAGAMT

e 1y butterfly

e Syringe d1MTUAALABA

. A4 ECG

e LATANIAANNAULATR

as
ENAFaL:
ar Vo1 o 1 v
o nriaevinninasanlumaai
o LFTUN label MABANLLABAEIMTUEY serum cortisol (serum clot activator:
ANUAY %78 lithium heparin tube: Anile) TABLTEWAAY 0, 30, 60, 90 WAz 120 WNTILAY
label Via@ALALLADA (NaF tube: ffgﬂm’m?"a lithium heparin tube: fﬁﬂﬁm) ANTUES plasma
glucose
o ATEuN 50% glucose 1 syringe 50 Raaans wwranlitnuseanalidaudlaluy
NFOAUAAUIMIARIRLLITUUS
o vinnIvageluvnueuLLaTAaIlundEnnannnan
o An7HNrEdanTNzunINGauIRINITNAUIAIART takA an1Tiutnen Tladu
AUAY TN AADATINNIINAADL
a v = v
e Walduann 2 LAU
v ) o va a =
— uin 1 fviulvdugduniavseniaen
v A \ . A s oA ' . A
- dun 2 4 heparin lock LWALNLLARAFIATIA cortisol LAaZLNBRR dextrose
NTUAUIANAANTURT
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o 1ATRAAFYTU serum cortisol NBURRBUTAUN 0 WY

a

o ANAUTAUTLUA Regular

U
a A

- @ndugau 0.15 gilasanlaniy (Ukg) vaviaanidealiungilagvialyl

- ApBuUgAU 0.1 U/kg Tumtﬁﬁﬁﬂqamﬁﬂm% primary Al ¥3a8n19210
AaTlNUABNIARNDINALTRA (hypopituitarism) Lﬁmmnslu;gﬂaﬂﬂ@'uﬁ%ﬁmmamum
m@qa@ﬂuuﬂzﬁmfaﬁmmﬂﬁmﬁﬂma’LuLa@mﬁﬂ (counterregulatory hormone) 1itd @NLUNTU
(epinephrine) az growth hormone ﬁlﬂmmﬂfyjuéj@

~ @pdugdAn 0.2 Ukg vngilasfininzieasadugn (nsulin resistance) viu
A1 LLNAINU Cushing syndrome V38 acromegaly

— lunsdlfigtaglafinnazimnasnnnelu 30-45 wiiinasisdugduniausn
aN703nBugAudEnaiiluauaia

~ uns@ififinnsmeuauatteminmamtassnnyiedinauauadliiiame
smnsanrnedugaulu 2 winld

o AnsRaRINaINITIBILNANa AN TN TN AR A UlaRRLAZ AU NATNAIEA

¥
a ar

BUTAUNNAT
* 7794 plasma glucose VN 15 UIFINAIAINNITRADUTAL
e {994 serum cortisol 71 30, 60, 90 wax 120 W7
e @1ARANT0NATIA plasma ACTH axEa87l 0 waz 60 unT
o WNIAUNAA < 40 mg/dL vidadennsinmani 19¥an 50% dextrose 50
faaansiieudlanzinmaLasinane serum cortisol ABALATL 120 W7
o yneue: n3difilallfua plasma glucose Melu 15 whfidasnsmasey fAanson

linnsmzaarsataneila (capillary blood glucose) Wiatlseiriugiaesansaels

nsihszisrnznnaaL:
HN9eTannaztimam e i uNeas 9n paulnnialaran

N15LEN5EIINRINISNAFAL:

AININaaey mnlidannisimamguLes JlasanansnEaiulszniueims
1o ATHNITATIATLALUIANALLBLADANAITULTENIUANYNTN 5, 10 LAT 15 W UINTeL
¥ s P 4 va 1Y a o B '
Unanas AUl ERa17un 19 50% dextrose WALRAMINTZALUNANARAD L

nsuilana

wanalfinoeiuieulunsmagey ACTH stimulation test Ipaiwlanatiiasssy
serum glucose < 40 mg/dL

¢ BNNINAABL serum cortisol FULIN UINAT serum morning cortisol > 18 pg/dL
(> 500 nmol/L) fiadnluiining Al
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e 98NIMAaeL serum cortisol TUlv wuzilianAY serum cortisol Uszann
Fatay 20-30 AINAARLANIAELNINAT serum moming cortisol > 14.5-15 pg/dL (> 400-413
nmol/L) fiadnluiining Al

NALANAD:
d‘ o v . . . . ° 1 o a?f o -2
o nNENVINLIA cortisol binding globulin (CBG) A1 v lsAfuzasa nnglnsesn
A1 NnElealaudlns@in (nephrotic syndrome) Y30N19LRATS (sepsis)
o WNHTEHAU albumin < 2.5 g/dL
o ANFUUTENIU dexamethasone IUEYINNITNAGAL

NARLIATY:
o NPVl CBG galsiun naseassd mazlvsesniluimizanislaiuaasiau
NRgUlIZNaL8Y estrogen
M v aa . B . = a
o imimwﬂmmwmmuﬂﬁ‘zﬂ@umm prednisolone TR hydrocortisone TNANALNA
N1Qg cross reactivity AANNITATAA

LANAISAND

1. Spiga F, Walker JJ, Terry JR, Lightman SL. HPA axis-rhythms. Compr Physiol. 2014;4(3):1273-98.

2. lonita IA, Fast DM, Akhlaghi F. Development of a sensitive and selective method for the quantitative
analysis of cortisol, cortisone, prednisolone and prednisone in human plasma. J Chromatogr
B Analyt Technol Biomed Life Sci. 2009;877(8-9):765-72.

3 KT JY, Babic N, Hannoush ZC, Weiss RE. Endocrine Testing Protocols: Hypothalamic Pituitary
Adrenal Axis. In: Feingold KR, Anawalt B, Boyce A, Chrousos G, de Herder WW, Dhatariya K,
et al., editors. Endotext. South Dartmouth (MA): MDText.com, Inc. Copyright © 2000-2022, MDText.
com, Inc.; 2000.

4.  Zhang Y, Sun S, Jia H, Qi Y, Zhang J, Lin L, et al. The Optimized Calculation Method for Insulin
Dosage in an Insulin Tolerance Test (ITT): A Randomized Parallel Control Study. Front Endocrinol
(Lausanne). 2020;11:202.

5. Erturk E, Jaffe CA, Barkan AL. Evaluation of the integrity of the hypothalamic-pituitary-adrenal axis
by insulin hypoglycemia test. J Clin Endocrinol Metab. 1998;83(7):2350-4.

6. Hamrahian AH, Oseni TS, Arafah BM. Measurements of serum free cortisol in critically ill patients.
N Engl J Med. 2004;350(16):1629-38.

7.  Alarez-Payares JC, Bello-Simanca JD, De La Pefa-Arrieta EJ, Agamez-Gomez JE, Garcia-Rueda

JE, Rodriguez-Arrieta A, et al. Common Pitfalls in the Interpretation of Endocrine Tests. Front
Endocrinol (Lausanne). 2021;12:727628.
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Mixed-meal Test

NANNITUALIUANATRINITRINGIA
lianslulawnsmnsesunisuasdugay tWeilssidiu post-prandial endogenous

insulin production

v v
ﬂﬂﬂﬂ%LLﬂZ‘ﬂﬂﬂ'\N‘ﬂﬂQﬂ'\?ﬂ?'}q
Uaiied: [Nalsziiu endogenous insulin production TugtlaeNasde postprandial
hypoglycemia
v v DX PR o a 1 A o o |
davu: guUiendlsalszanfasonnaielsn viadlsaialasesaglunisguantig
1NATe 118IRNN2ALNANINZLNTINTAUANNNNIZUIANALULADART 1 T1Y UNARR YiTaiinla
YPLADA

aa
A8N19NAAAL
el o Y
nsLRsANAIELlaE:
dqj‘lll v Y ar as

1. nmeneaauigthanaadriunisinmlulsmenuis

2. wuzihflogdnlasunmsianzdaieda mn 30 wil Fesenu 5 Guluanasiv
ANVNTENAUTAINNTIBIUNANA L ULABAFN aNHNTnANUNLLaAlUTE eI NAG AL

3. LUSUNIAINNTURINIISUIANALLADARN 111 UDIRA 1adu 199 azifluas
WNAaanNIN ¥ndain17aanann Tiudannnsvzansaiua

ailnsaindaunde:

1. IV catheter No.22

IV set

Injection plug

WU 1-2 wia 100-200 mL
50% glucose 50 mL 1 29/
Syringe 2mL, 10mL, 50 mL

S T
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7. Tube NaF

8. Tube EDTA

9. Tube lithium heparin
10. Tube clotted blood

AFNAFaL:
1. fudilaslilulsansnina NPO atnatias 8 o, wgaeniilidni amnsoas
vnulanla
2. Flavaandanmdiulany ieliiudendinsianaannimagel
3. Wigtloafiy standard diet leiun 2N ARUANNLING ndsantiu 1any capillary
blood glucose (CBG), plasma glucose, insulin, C-peptide level ¥)n 30 U AUATL 300 U7
4. szudnenmanageylidunaeinisia wilaean ladu
5. %z‘guzgmmimmfamﬁ@ fvelatanderalelid
1) ATUIZEZAAN 300 U (BEalaN)
2) eN1TVTERINNTUERSIBY Severe hypoglycemia T11IN9NINARDL
3) WANMIAIIA plasma glucose concentration LRENINVTUNNL 45 mg/dL
Tnelldsnflugasilanniseeszstinmaluaens
4)  Wan1IMIIA plasma glucose concentration UaENINUTBLYINAL 55 mg/dL
LazRlannIuesrEiLLnanaluaansn
6. Lﬁ@éuqmmmmmﬂﬁmﬁ@mmfm plasma glucose, insulin, C-peptide level,
insulin antibody
7. mdsanzidaansaaaia frlaaanunsodniivouls lunsdlfigtlaafieanns
TUKTY 19 50% glucose 50 mL IV push

NANTUNTNTAU:

BINITAINNLUIANALLADARITULIY, YNAGH, NNITAILAIIALADA

nsulana

felaifinmautanaiifusnasgures mixed-meal test Astlazandlfinouinnsula
NAAINNITNAFBL 72-hour fasting test aziana insulin, C-peptide level Lﬁfa plasma
glucose < 55 mg/dL
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A1g19NsulaNanIsnAgaL Mixed meal test

PG Insulin (uU/ C-peptide Insulin Diagnosis
(mg/dL) mL) (nmol/L) antibodies

< 55 >3 > 0.2 - Reactive hypoglycemia eg.
Nesidioblastosis
- NIPHS
- PGBH

< 55 >> 3 >> 0.2 + Antibody to Insulin (Hirata

Very high Very high disease) Antibody to insulin

receptor

NIPHS = noninsulinoma pancreatogenous hypoglycemia syndrome, PGBH = post-gastric bypass hypoglycemia

LANAITRNND

1. Cryer PE, Axelrod L, Grossman AB, et al. Evaluation and Management of Adult Hypoglycemic
Disorders: An Endocrine Society Clinical Practice Guideline. The Journal of Clinical Endocrinology
& Metabolism. 2009;94:709-728.

2. Service FJ. Hypoglycemic disorders. N Engl J Med. 1995;332:1144-1152.
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Oral Glucose Tolerance Test (OGTT)
in Diabetes

UANNITUALIUANATRINITAINTIA
7EAUUIANALULAEA (plasma glucose, PG) WlWpAINTERUNINAIBUgAY

124 ] ¥ o/ v
TALSTUAZIDWINTRINITAFIA

=1 a o a a i A §uma o

daiied: Urziiumavasesaugaulusanaieliddadalsaiuuanuiazning
ABULLIMINU (impaired glucose tolerance: IGT) Winsaalunsdinalylil

o ANHANMNAENADNTTNALI AL UGINHTEALNglAGUNZAARINNT 110-125
mg/dL

=

nialulunuanuanieseassAuTadinnsnuudnilenAaaANINNan 4,000

€

©>°

N3N Wnsaandaraanyms 4 0 6 dlan
v o L i a a | & v = an o o
o gndanwuzhafadugau gy ulsadiugunssasiitszdinsauaiatu
L1194 N acanthosis nigricans
o f7lifenaeslsAlLINU WAlREARNANITATIA OGTT ARG
dau: JUieNATeAUEIAIA L UADAGITULI

aa
18N1SNAEaL
= w Y
nsinsENaQeltlae:
a an 1% a ~ a £ |
1. AFUNEITNNITATIALAZNATINALNNAZLNATUTZIRINIFTIA
2. IAUILATZAINNT 8 TILNILATIANINNTAITEN
= o K !
o Axnlatanzulan
o Sutlsrmuannsnaeslulaiasnasnaiag 150 NTNARNY ANNIUNAURNTIA
o TUNRTIRIAGUYVTVITREBNNNAINTE

ailnsniisaanTam:

1. nglAa 75 NI

2. viaam sodium fluoride 2 m
3. 1gu 250 mL
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FENAKDL:

1. Wgthasudsgymuenmemndnilasienizanilulamsn 3 Funaunsa
2. NPO 8 fnlamAaiiieadu Wannyingaadh

3. wannanglaa 75 nix luu 250 mL

4. 1@aziaen 3 mL A wiunsdnsraunglaanizenalng

5. Wittlaemnnglaa Ansalliudn

6. lnzidandviunananinglaad 2 Gala

ngLnsz s aENAdaL:

TugilasnaouAnszAumalalNR nIneseuaiavinlireAuumagauatily
aungels

N5 TEURINITNIAFAL:
Y s v a
Arlaaansnsoiutlssyuanmslasung

AzLNSNEaW:
NN92UNANALULABAGITUI

nsulang

e 1nf: szAUNglAauzan@IuT (Fasting plasma glucose, FPG) taeindn 100
mg/dL 1Ay 2 Galu nanaxINglaaiasndl 140 mg/dL

o szAUNglAGINIZEn@1YNTAALING (Impaired fasting glucose, IFG): wanaxnglaa
UULAABNYT NAT 100-125 mg/dL

o ANMNNUABNGLAALNNIAY (Impaired glucose tolerance, IGT): wmmmmﬁﬂ@ﬁ
2 dlas oglugaeszvdng 140-199 mg/dL

o leAatunvonuatindl 2: wanaxInglaai 2 49lug annndIvsewiniu 200 mg/dL
Aulal
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Oral Glucose Tolerance Test (OGTT)
in Gestational Diabetes

UANNITUALIUANATRINITAINTIA
7EAUUIANALULAEA (plasma glucose, PG) WlWpAINTERUNINAIBUgAY

124 ] ¥ o/ v
TALSTUAZIDWINTRINITAFIA

Aaiied: Usziiunisuaseesaugavlusaniaiialidiadalsalunnanusendng
FaATIN

v v Ao o 3 -
mﬂﬁﬂuz@ﬂQﬂwmﬁzmuuﬂmﬂﬁh&NEQQQquuﬁq

aa
26N15NARDLU
= L LV
nsinsENaQeltlae:
a an 1Y = a a £ '
1. AFUNEAENNTATIAUATNATNLALNNAZLAATUTENINATIA
2. 4AUNLAZAIUNT 8 TalNLaTUANTYINGASLTN
= 1% 5 I
o AulAalanzunlan
o Sudszmusmniianiiulamsnetneiey 150 g Aedu @NdUAaUATIA
o TUNRTRIIRGUUVTVTREBNNNAINIE
Sl & a
aUnsalnnanTeN:
1. nglAa 75 %38 100 g

2. “aen sodium fluoride A4MTIANQLAG 2-4 A
3. 118U 250 mL

aa
AENAARDL:

—

- Wiaedudsenuenmematnilasianizanslulawmss 3 Tuneunsaa
. NPO 8 dalaavidaiiienu tasnvindaadi

WANHINGLAA 75 Ve 100 g lui 250 mL

\ziResla sodium fluoride 3 mL d@uFUNaNaNINgLAG
WiileAnnglaainanliud

o o s w N

WZRAAFIMTUNANENINGLAGAINIIANTIIIUA 1, 2, 3 Tl
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s s INEIAgaL:
TugilasnAouAnszAumalAlNR nsneseuaiavinlireAuumagauatily
dunsele

N15LEN5EINRINSNAFDL:
Y s v =Y
zgﬂqﬂmmimuﬂizmummﬂmmwﬂnm

AELNSNdau:
N92UNANALULAB AGITUI

ngilana

ns3tadels AL LN AIAT9S (Gestational diabetes mellitus, GDM) #28 OGTT
mmzﬁuwmmmﬂgimﬁ 0, 1, 2, 3 dalag FNOTTNNTATASEILN M UIIEAIATIST
snanulUlunAasAuuzin Auwandlumisng

~un199n 2-step Aael 50 g Glucose challenge test LWAANNAE 100 g OGTT
vnlagliantinnna 50 n5u IngldFe90n819nT LEIRTIATLFULNANA LA DANEIRNLNANG

1 QLN

d9U 100 g OGTT YNlAganaIMI3 LHANUIANA 100 NTNLAIATIATZALUIANALL

LADANAIANLIANG 1, 2 LAY 3 ToLNIATNATAL

IADPSG 2010

ACOG 2018

ADA 2025

Thai guideline 2023

Overt DM during

pregnancy

Type 2 diabetes
*before GA 15 week

Overt DM during

pregnancy

Diagnosis when > 1 of
e FPG > 126 mg/dL
e HbA1c 2 6.5%

Diagnosis when > 1 of
e FPG > 126 mg/dL
e2hr75gOGTT

e HbA1c = 6.5%

Diagnosis when > 1 of
e FPG > 126 mg/dL
e 2hr75gOGTT

e RPG > 200 mg/dL+ > 200 mg/dL > 200 mg/dL
(FPG = 126 mg/dL e RPG > 200 mg/dL+ e RPG > 200 mg/dL+
or HbA1c > 6.5%) Symptoms Symptoms

* HbA1c 2 6.5%

GDM

GDM

GDM

GDM

1-step with 75 g OGTT

1-step with 75 g OGTT

1-step with 75 g OGTT

Diagnosis with > 1 of

e FPG > 92 mg/dL

e 1 hr PG > 180 mg/dL
e 2 hr PG > 153 mg/dL

Diagnosis with > 1 of

e FPG > 92 mg/dL

e 1 hr PG > 180 mg/dL
e 2 hr PG > 153 mg/dL

Diagnosis with > 1 of

e FPG > 92 mg/dL

e 1hr PG > 180 mg/dL
e 2 hr PG > 153 mg/dL




IADPSG 2010

ACOG 2018

® 50 g GCT 1 hr PG
> 130 or 135 or
140 mg/dL
Followed by

e 100g OGTT
(Carpenter & Couston)
Diagnosis when > 2 of
FPG > 95 mg/dL
1 h PG > 180 mg/dL
2 h PG = 155 mg/dL
3 h PG > 140 mg/dL

auiaudouisnoukous:indlng < 103

ADA 2025

® 50 g GCT 1 hr PG
> 130 or 135 or
140 mg/dL
Followed by

e 100g OGTT
(Carpenter & Couston)
Diagnosis when > 2 of
FPG > 95 mg/dL
1 h PG > 180 mg/dL
2 h PG = 155 mg/dL
3 h PG > 140 mg/dL

Thai guideline 2023

e 50 g GCT 1 hr PG
> 140 mg/dL
Followed by

e 100g OGTT
(Carpenter&Couston)
Diagnosis when > 2 of
FPG > 95 mg/dL
1 h PG > 180 mg/dL
2 h PG > 155 mg/dL
3 h PG > 140 mg/dL

e 100g OGTT

(NDDG)

Diagnosis when > 2 of
FPG > 105 mg/dL

1 h PG > 190 mg/dL
2 h PG > 165 mg/dL
3 h PG > 145 mg/dL

LANAIFDN9D

1. American Diabetes Association Professional Practice Committee; 2. Diagnosis and Classification of
Diabetes: Standards of Care in Diabetes—2024. Diabetes Care 1 January 2024; 47 (Supplement_1):
S20-S42.

2. wwanantlfiRdmiulsawnnang 2566, anianlsatuvauuilssmalnalunszangulind
ANFAINTENNTAUTITAANY RENNUTNIVINNTT. 2566.

& International Association of Diabetes and Pregnancy Study Groups Consensus Panel; Metzger BE,
Gabbe SG, et al. International association of diabetes and pregnancy study groups recommendations
on the diagnosis and classification of hyperglycemia in pregnancy. Diabetes Care. 2010 Mar;33(3):
676-82.

4, ACOG Practice Bulletin No. 190: Gestational Diabetes Mellitus. Obstet Gynecol. 2018 Feb;131(2):
e49-e64.
5.  Carpenter MW, Coustan DR. Criteria for screening tests for gestational diabetes. Am J Obstet

Gynecol. 1982 Dec 1:144(7):768-73.

0. Manual of Endocrine Tests 2023. Division of Endocrinology and Metabolism. Department of Medicine.
Faculty of Medicine Ramathibodi Hospital. Mahidol University.
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Oral Sodium Loading Test

NANNITUALIUANATRINITRINGIA
dunismaseuiietudunisatiagg primary aldosteronism laaiiannisAe lald

= = a o 1Y 1 = a ar o
Lﬂ@‘ﬂi‘ﬁLﬁ]ﬁNﬁuﬂﬁ‘Uﬂﬁ‘ZV]’iuLLﬂl’dﬂQﬂ‘ﬂﬂﬁﬂLWEI\?‘IN@ TuArndnfdensaadnsea aldosterone

Ngnidueennieilasiazaznuiinisiueanfidasaindi 10-12 meg/day t3vAL aldosterone

= o o a 1A A | . . a <
wgnﬁuuaﬂﬂm\iﬁ@maz mmmﬂ?mm@q@g DR3NHULUIN primary aldosteronism A7 Wu

)}

QQ-Q‘ v (B4 o Qll
faﬁmmmmmmmuimﬁfﬂmﬂmmmmmim%ﬂiqwmma

}:%4 1 ng v v
PYRLNTULALUDUINUDINTHATAA
= d o aa o . .

daded: Hun1megetinetudunisatiaas primary aldosteronism

v v o ~ [ o [ A o o ea o Y A o

davn: Jeelsedrlsaialaauman nonaiFedy Hlszdfvalapurndamay
a N wA o A A o | [ o A o
AU ViaRnAnNAulalingsnusedalaiasnsamuanlieglussaunlasndis Aog
VANAENNIINARD LT

ada
26N15NARDLU
= o Y
nsiRTENaQeLlae:
o A27LYIAN serum potassium atfluszauLNARAaATNIUNYINNTNAAEL
° ﬂﬂ?LM?ﬂNﬁQ%uﬂ NBUNNTATIR plasma aldosterone concentration (PAC)
o wuzthlipuAnszAuANaulalinlilnAneunsnaaay
o LUZUIATTETNVIINITATIATLHIANNA 08.00-09.00 U.

BNAday:

o Lidthaiudszmunaslohan 6 g/day uwnanatetes 3 M lasuuziin
TrlinaeladenadadafinsutSannudn waziinsmsaadn 24-hour urine sodium
wisanfuLlszymuinaelndasll 3 du Weiududninisiulsgniunaelafauading
WNENNE LAEIATIRAA 24-hour urine sodium A@ININNLN 200 mEg/day

* 7793 serum potassium naunsnaaavliatlunudlng > 3.5 mEg/L) new
BUNMIVAEEL B1RsBaIinIIIESH potassium Lﬂ'ﬂuﬁﬂfmmqmﬂ
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o vastulsemunaalamanly 3 AU azviniaAuilaanng 24 dolaaNaddmnTaa

urine aldosterone, urine sodium LAY urine creatinine

nsEsEIInEIAdaL:
= I @ A v 0§ v = o o A
desnnidunisiiviasosithg wuslbigthadinmaihszdaniazanaiuladin
AHNINTUAUDIUAATUATIE YiTBNNERILAaNMAT IaelndnAnupuainianaaziuziin
BINNTNHBINLTINELNG

nsudana
a i v o o Ao = a

n17152L AN 24-hour urine aldosterone AaIYINVAYAINNTULTENNUNAB LR8I
BEN9LNEINE 1AtIRaINAT 24-hour urine sodium GIBININNAT 200 mEg/day MAIaNHIUL
3 JULATABINNNTINUTAE1IZATUTILUTZLN1ANN urine creatine

e {1 24-hour urine aldosterone BaaNa1 10-12 mcg/day wamptINdlanaaziilu
primary aldosteronism G

e {11 24-hour urine aldosterone 8NN91 12-14 mcg/day wansINHlanaaziilu

primary aldosteronism H1n

124 >

damagszaalunisudana:

v 3 | . .. A o e~

ondnasiuilaansliasy (nugain urine creatinine) Wiadnsiulszniunge
lamanlaiiiasnwe (nugain 24-hour urine sodium HaEN31 200 mEg/day) Weain1zls
WWANTZEY 4-5 NANITNAFALBNAALIANAALA LS

LANAISANND

1. Funder JW, Carey RM, Mantero F, Murad MH, Reincke M, Shibata H, et al. The Management of
Primary Aldosteronism: Case Detection, Diagnosis, and Treatment: An Endocrine Society Clinical
Practice Guideline. J Clin Endocrinol Metab. 2016;101(5):1889-916.

2. Turcu AF, Yang J, Vaidya A. Primary aldosteronism - a multidimensional syndrome. Nat Rev Endocrinol.
2022;18(11):665-82.

3. Araujo-Castro M, Ruiz-Sanchez JG, Parra Ramirez P, Martin Rojas-Marcos P, Aguilera-Saborido A,
Gomez Cerezo JF, et al. Screening and diagnosis of primary aldosteronism. Consensus document
of all the Spanish Societies involved in the management of primary aldosteronism. Endocrine. 2024;
85(1):99-121.

4. Rossi GP, Bisogni V, Bacca AV, Belfiore A, Cesari M, Concistre A, et al. The 2020 Italian Society of
Arterial Hypertension (SIIA) practical guidelines for the management of primary aldosteronism. Int J
Cardiol Hypertens. 2020;5:100029.

5. Vaidya A, Carey RM. Evolution of the Primary Aldosteronism Syndrome: Updating the Approach.
J Clin Endocrinol Metab. 2020;105(12):3771-83.
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Overnight High Dose Dexamethasone
Suppression Test

NANNITUALIUANATRINITRINGIA
n3le5u dexamethasone luaWIAgY AzaIN1TONANTTUAY cortisol 1a Lugilas

pituitary Cushing

URLITURINITATIA
liilunismasauniaaen Tunisuanaingszndng Cushing’s disease NUATLUS
auU83 ACTH dependent Cushing’s syndrome

Assay lun19m59a gluunnismsa ACTH waz cortisol

aca
28N1SNAFAL
Ll o Y

mMsiasENAdRLae:

1. thilmsldafasesnainaiauan (exogenous glucocorticoid) ag Tvingana
YNNI NAGaL

2. lalafusewantiiuazenmis

3. angyinisvaaeugiaelaiiininzidulon viawnsan Wy Rade LaEy
N1IUBULTINEILNA

alnsalifaunsa:
1. Dexamethasone (0.5 mg) 16 LdA (393 8 mg)
2. Tube clotted blood &4 cortisol 17n

aa

AENAADLU:

1. @INNTOVIINIINAFBLFBAIN standard low dose dexamethasone suppression
test La% standard high dose dexamethasone suppression test onlalavinAanuliiane 8.00

am serum cortisol 1315l baseline
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2. Fulszyu dexamethasone (0.5 mg) 16 A 1987 23.00 . warluiugaay

19A1 08.00 1. THIRTEAL serum cortisol

nsuilana

Cushing’s disease (pituitary Cushing) serum cortisol RBUTNUAILS dexamethasone
AZRANAnAINNNNINYE LN 50% Wiewfiauiuan baseline

NIMWVNNNINARBLABANN standard low dose dexamethasone suppression test
WAL standard high dose dexamethasone suppression test TR naunuAn serum cortisol

N 1

NALUINAINLLASHAANLRNIG:

WAL overnight low dose dexamethasone suppression test

LANAISAND

1. Fleseriu M, Auchus R, Bancos I, Ben-Shlomo A, Bertherat J, Biermasz NR, et al. Consensus on
diagnosis and management of Cushing’s disease: a guideline update. Lancet Diabetes Endocrinol.
2021;9(12):847-75.
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Overnight Low Dose Dexamethasone
Suppression Test

NANNITUALIUANATRINITRINGIA
Turulnflieldiuaifasasnainniauan (exogenous glucocorticoid) $14NEAY
ARNNTUAIEDT LN cortisol

URLNTUBINITATIA
Auuztluiagiu wuzibildnismeaeuil lunimeseunanluidadaniny

Cushing’s syndrome
Assay Tun1smsaa @Tuumm?mm@ ACTH wag cortisol

aca
28N1SNAFAL
Ll o Y

mMsiasENAdRLae:

1. thilmsldafasesnainaiauan (exogenous glucocorticoid) ag Tvingana
YNNI NAGaL

2. lalafusewantiiuazenmis

3. angyinisvaaeugiaelaiiininzidulon viawnsan Wy Rade LaEy
N1IUBULTINEILNA

alnsalifaunsa:
1. Dexamethasone (0.5 mg) 2 L{A
2. Clotted blood tube &4 cortisol 1 T

ABNAdaL:

1. 9ATLAY serum cortisol LIa1 08.00 U. Lﬁfa@gﬂuuusﬂmmw@;m@ﬁmu cortisol
Tusuneuddlen

2. Fulsenu dexamethasone (0.5 mg) 2 WA 1an 23.00 . (23.00-24.00 .)

3. 9MTEAL serum cortisol 13a1 08.00 1. ‘luf?uﬁjﬁ?u
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N15LENSE AU NAFAL:
185

nsulana
luAulnA serum cortisol AAWIEEINAILATUHN dexamethasone AziANta8ININ
1.8 mcg/dL ANANINNIUIBWINAL 1.8 meg/dL WNlAny Cushing’s syndrome

NALINAIN:
A o ¥ =2 @ a a = = ° 1Y

o nevinlien dexamethasone AATHLTIRALNG MFENNTAATNENAINANLA
RAUNG LW gut transit time 1§91 chronic diarrhea %3 coeliac disease

o lailaFuilsenu dexamethasone M3aFULlTENIUATURANNNTITUNIUNTARTH
wiu lsusnlungs CYP3A4 inducers (1 phenobarbital, carbamazepine, St John's wort)
VIRNNTINNTIULD corticosteroid-binding globulin (CBG) i estrogens RaAT3A chronic
active hepatitis B9z VTR total cortisol Lﬁmgﬁu

o @uiugtlaafiszaL serum cortisol > 1.8 meg/dL WAZAAEINANITTLNIUNNT
ARTN wizliaeInTEAL dexamethasone NTRNITEAL dexamethasone WaENT1 0.1 mcg/

I = v Yo Gl = | I d'

dL tauantlallasuilsenu dexamethasone ¥3a N9AATHLNNT BT (ANNIANTTDLELLNNT
wdanan1InadauAa d1NNa1 0.2 meg/dl) ATRANTIUINIINARBLATALNEINAR8N1Y

Cushing’s syndrome

NAALAN:
o lATuBNgNNIULINIT metabolism 989 dexamethasone i1 fluoxetine,
cimetidine, diltiazem M?@ﬁﬂ%zﬁﬁﬂﬁﬂ’mmD\l'mmwm dexamethasone aAAY LU 13ARL
= A =< o v o =~ | a
wialealaNuLse 29vinlisziusn dexamethasone Tulaangendnilns
o NNV CBG WAz albumin LLLABAAARY LU nephrotic syndrome

e 11 cyclical Cushing’s syndrome

LANAISAND

1. Fleseriu M, Auchus R, Bancos |, Ben-Shlomo A, Bertherat J, Biermasz NR, et al. Consensus on
diagnosis and management of Cushing’s disease: a guideline update. Lancet Diabetes Endocrinol.
2021;9(12):847-75.



110

Perchlorate Discharge Test

UANNITUALIUANATRINITRINGIA

eitasaaNAntnfaenszuauns organification lunisasidlnsaasaasluw
Tne perchlorate WU inorganic anion %QLﬂu potent competitive inhibitor 484 sodium-iodide
symporter (NIS) vinliian I trapping luanizifganu perchlorate axgn trap wWnliflu
fexlnsessuazazliunuil iodide ludaufineslnseasldaunsauirldldlunssuaunis
organification (non-organified iodine) 1191 radioactive iodine gﬂﬂ@'@ﬂ@@ﬂ (discharge/leak)
anmadlnsesn

L4 ] =3 1
m@uﬂ"‘immm%‘mm‘%
Wansaadthanianuialnfaesnszuaunis organification lusianlnsass
o ANMNNAUNAFIWANILILA 1Y Pendred syndrome (sensorineural hearing loss,
. ' ° a a ¢ . . @ YV
goiter, Lmsz;ﬂm@ﬂma@ﬁuum), ANRALnRvaeuloy thyroid peroxidase tilumAL
o ANNARUNATILAANNEUAY KT chronic thyroiditis, N5lAsuaNFNUlnsesm s

ac
N16N1SNAFAL
= o Y
nMsiaTeNaQeltlae:
d'd [ v | % 2 a 2 1
1. IpENENARan1TATIA toun gneulnsess 3-7 Ju enlnressaasliy atng
Uas 2 Alanvt
v M Yo = == v A A . . 1 v
2. paaldlaTuniranansiuaaTiln water-soluble iodinated contrast @ginatias
4 gupni
= A P v &
3. IARVNINELAVTaaN TN NAIulssnauaadlalany 1-2 &Uan
4. IPDVUITRENUAEL 2 TN, NAULATUAITULTZNIU
v 1 | 3 & A v £ % £% v 1
5. mmimg‘l,mzwmmmmm@iuuwm mslﬁuzu'uqmmmmluuuumn@um

f994 2 AR LATIALIUNYATNNEUAINTIA

cal v =t
AlnTinnaanse:

1. @TLnaaT9a ol

2. potassium perchlorate



m

AENARaL:

1. 2 1 luauim 10-15 Ci lNnaanaans

2. 11 2-hour™'l uptake

3. Iﬁﬁgﬂaﬂ§uﬂ?ZWﬁu potassium perchlorate 10 mg/kg Qqqmimﬁu 300 mg

4. ¥i1'*'l uptake 1N 15 WA (Huaan 90 W

nsuUana

TuaudnAnuan ' uptake a9saNlnsasnnenadlasy perchlorate azluiinng
wWanuwdas wiluaundiaanauinlnfeednszuaunns organification A1 ' uptake MAILA
perchlorate AZAAAININNIT 5%
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Saline Infusion Test

NANNITUALIUANATRINITRINGIA

nINARaLLSuIUNNIINa%e primary aldosteronism # 4 Aa7Hux laun saline
infusion test (seated and recumbent), fludrocortisone suppression test, oral salt loading test,
waz captopril challenge test luilaqiiulaiil gold standard dﬁnﬁa‘mmmﬂmﬁﬁqm lngay
NANTULNABNMNBLE LB 1 N1INARBL

Saline infusion test Swdannns Aa 1ilal¥a1sun normal saline MIvaaALABAR
aenaiaenwe (2,000 mL T 4 dala9) Tuaulnfsea aldosterone AazfeIaARAaT G196
aldosterone €l9AIgeRt D@91EUTUINE primary aldosteronism 474 luilaqiiuainismnsaa
2 WU Ae N1IR9aaluinuewI (recumbent saline infusion test) waz N1smsaluvings
(seated saline infusion test) Ineluilaqiiu femnmamsaaluintiasnnnduiiasanil sensitivity
fRnduazazaanAugilaaannndd

L4 1 dg’ v v
UYRLNTUAZTDWINURINTASIA
daded: (Hun1medetinetudunisatiaas primary aldosteronism
Y% v = aa o 1% o Y a o & o Y
davn: Jrnsitlszdflsainladuian Malasuradamag lannsFeisssasing
N wa o a A o | v o A o a A
wiagnauauladingsnnvadsliasnsontuauliatlussiunlaends Avsuaniaeg
NNINARBLI

ac
A18N1SNAEaL
a o Y

nsiAsANAQLaE:

1. AITATLIANTEAL serum potassium MieglusziutnAludunvinnismasey

2. FULTEMNUBIMNTNNT AT RLANANLUNG

3. THABNAULAZEIVNTNAUNITNAGAL LATTUUTENIUENaAANNAULATALAY
WU AT ENADULTNANNLNG

4. ﬂﬁiLﬁ?ﬂNﬁfJfSuﬂ WINBUNITATIR plasma aldosterone concentration (PAC)
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AENAFAL:
1. Recumbent saline infusion test
fumauNIAI9a
o iilasuausuetwdan 1 4alas wughacsFainianmassndngoan
(08.00-09.00 1. Lmﬂﬁuaui’mmmm@u%u@mmmmmmﬂmmmmﬁmmm 4 Flaa
e AUABRAMTIA PAC, renin, serum cortisol WAz serum potassium NauUN17
nAaey ATl serum potassium egflunoming (> 3.5 mEq/L)
e waaantiu 1Fan91in normal saline MNanaaALABARN BatidRIN 500 AaAART
Aadalug hiaan 4 dalad (@auannansuniilésy 2,000 faaana)
e AUARAMTIA PAC, renin, serum cortisol WA serum potassium WAINIT A
ANUNNNINABALABAAT 4 Tala
e YUSVIINIINARBL AITNNIIATIATA blood pressure, pulse 1N 30-60 U
ffiaadulafingaanniuauanafindunss viefionaveumiiegnniu anaazfesd
NIFVEANITNARAL

2. Seated saline infusion test

fupaUNNIRIIA

o Vithaegluinlednnlos 30 unfinaunasey (uzihadsEasinimneme
9L1I14L981 (08.00-09.00 1. Lmﬂﬁﬁqmamu?guzgmmimmuLﬂmzmmmﬁy’wm 4
ol

e dumgnalanm PAC, renin, serum cortisol LA serum potassium NauNT
nAaaU ATl serum potassium agflunailng (> 3.5 mEg/L)

o uasaNiL 1FaN 917 normal saline MNaviAEALEBAR F88RAI1 500 NaaaRs
Aol 1luaan 4 9alug @EantFunnensunilasy 2,000 aaans)

e AUARARTIA PAC, renin, serum cortisol LAY serum potassium NAINITLI
ATUMIVRaAIABAATY 4 Falag

o UUTVIINNINAGBL AITANITATIAIA blood pressure, pulse V)N 30-60 WY
fﬁﬁm’mﬁuiaﬁmgqmﬂ%mum@Lﬁmﬁumm viiaflannveLwiioanniu enaasiaadl
NTUELANITNAR DL

nsihseianEnagaL:
AT TEIINNITANNA LA IRGININTUAUATAEUATIE UTBNITITlAaNIAY



14

nsudana

TneipainA1 PAC nddliiansin normal saline ATU 4 Falad WALITAL serum
cortisol MAIVINNITNAFDLLATAAITAZUBLNINNBUNIINARBL

e 01 PAC Ua8na1 5 ng/dL (recumbent) 138 1aaN91 6 ng/dL (seated) LaRIIN
Alantaaziilu primary aldosteronism U

e {11 PAC 81nn31 10 ng/dL (recumbent) %138 81NN31 8 ng/dL (seated) LaRIIN
leanaaziily primary aldosteronism :1n

LANAITANND

1. Funder JW, Carey RM, Mantero F, Murad MH, Reincke M, Shibata H, et al. The Management of
Primary Aldosteronism: Case Detection, Diagnosis, and Treatment: An Endocrine Society Clinical
Practice Guideline. J Clin Endocrinol Metab. 2016;101(5):1889-916.

2. Turcu AF, Yang J, Vaidya A. Primary aldosteronism - a multidimensional syndrome. Nat Rev
Endocrinol. 2022;18(11):665-82.

3 Araujo-Castro M, Ruiz-Sanchez JG, Ramirez PP, Martin Rojas-Marcos P, Aguilera-Saborido A,
Gomez Cerezo JF, et al. Practical consensus for the treatment and follow-up of primary aldosteronism:
a multidisciplinary consensus document. Endocrine. 2024;85(2):532-44.

4. Rossi GP, Bisogni V, Bacca AV, Belfiore A, Cesari M, Concistre A, et al. The 2020 Italian Society of
Arterial Hypertension (SIIA) practical guidelines for the management of primary aldosteronism.
Int J Cardiol Hypertens. 2020;5:100029.
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Selective Arterial Calcium Stimulation Test
with Hepatic Venous Sampling

Mﬁnmiuazmqwammmsdqm":)@

calcium §13TNTEAL insulinomal s insulinlé wiTiLFnatieidesusaulng
f«lﬂﬂLﬁﬂﬂﬁ?Mﬁ@ insulin mﬂmimzﬁuﬁqa calcium m@mﬁ@mmﬁ'mﬁym insulinoma
A8 MAOALABALAINANTDIFLEBUANNAILILII8IR Bl NIATIATATZAL insulin FiAaan
WMNEVAINNTEA calcium ANNUABALABALAITLAENLAN AL BF U801 by
ALIaUa9i 8L insulinoma be1

L% 1 d’l i %4 124
PYALNTULALADRINUBINITASIA
2 - s . . . . 1
ADLINTG: @ﬂqmmqu Endogenous hyperinsulinemic hypoglycemia WasdUaLNT
1Y (Y < &
Jaladaniianallil
1. lddwuAau insulinoma NFUEAUANNNNTYIN non-invasive imaging
2. dneaulledeniufuaaunataneu waraedanisseyneauiiilu insuinoma (wu
lunqunilos MEN1)
3. FRINITLENTEIING focal insulinoma 13a diffuse hypersecretion (it nesidio-
blastosis)

a a

AaviN: HUTLARUNANTNUIE, AAnal@eaina contrast induce nephropathy

aa
QAGN1TNAAU
d o Y
nsiATENAQetlae:
dy‘lll v Y ar ar
1. ma‘wmmuu@mﬂmmLm?unfm‘ﬁ‘ﬂm‘l,uiiqwmm@
2. AFUNHIBNITATIAULAZHNATNLALANALLINATUTLUANIATIA 11 NITLAANINY
UIANAFANTEUINNITNAF DL
H o a oA 1% d‘ v a .
3. AtRAazeInIanearu 14 IV dextrose wnw wialdliiina hypoglycemia
AARNNTEALUANa ANt uss e
4. ;791 CBC, coagulogram, BUN, creatine, electrolyte, glucose, calcium, albumin
way EKG 12-lead
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ailnsaifdaundam:

1. 10% Calcium Gluconate Solution 1 vial 141/ 2 ml
2. |V dextrose

3. Syringe 5 ml

4. Clotted blood tube 30 TR &MTLAIATIA insulin level

aa
AENAFRDL:

Catheter for
hepatic venous
blood sampling

Hepatic vein

Catheter for
calcium injection

Celiac truck

€)

"™ Abdominal aorta

gﬂﬁ 1 uAAIFNUMLITRIaNEAIUT hepatic vein 111351 venous samplingwazAN WM TaIaneaaL
N3 artery Lﬁlfaﬁﬁ pancreatic angiography WAZANFANUNUNEN2EMTY calcium stimulation® Taai@e
calcium PNTTLLVABALGBALATTd AR sl RsaLEaudause 7 l8ur @ gastroduodenal artery
@ superior mesenteric artery @ proximal and distal splenic artery @ dorsal pancreatic artery LLag
® proper hepatic artery

1. 4AUNIARNIVAIT BRI

2. Tanaanidenmanulans Tia1stinfisl dextrose msaadtyyIAEN uazITAL
vhamadanefiaflussey uazlinag deep sedation wazvinlipuldliainnsauanannig
UNANARIZMINYNTAD NS
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3. GIUVAAAIABATFILMLISI

3.1 UABALARARIAIUIL hepatic venous sampling: la@"8@911N4 right femo-
ral vein 1S right hepatic vein tlusnumidaldiilu venous sampling Liiegdmsass i
insulin (gﬂ‘ﬁ 1)

3.2 VABALABAWLANEN NI selective arterial calcium stimulation: T&@N8IEIUN
right femoral artery L‘ﬁlfa‘ﬁﬁ standard pancreatic angiography iﬁLﬁumaﬂmﬁﬂmLLmﬁLgmﬁu
SRULANYAIUL LAYINY catheter AMNANLMLIFIT (gﬂﬁ 1)

1) Gastroduodenal artery (GDA) Lgm superior pancreatic head and neck
2) Superior mesenteric artery (SMA) Lgm inferior pancreatic head and
uncinate process
3) Splenic artery (SpA) L?;jm body and tail Elumu"ﬁfﬂwﬁﬁ superselective
angiography L@WLeN¥1d1e body MU tail 1896 LS8
— Proximal segment of SpA Laym body
— Dorsal pancreatic artery Laym body
— Distal segment of SpA Lﬁym tail
4) Proper hepatic artery a8 Tusneiasde liver metastasis
4. 00 1980 71 0 AALR@A]IN Right hepatic vein 1Fa10s 5 ml UazgaAlaanaN
VaaaLARALAIAUTIAZEA calcium L3N0 5 mi §9m994 insulin level 11y baseline
5. @A calcium gluconate (0.01-0.025 mEqg of calcium-gluconate/kg) slumilfﬂ
NSS 5 mil idvnevaanaanues 1 s iiansefUliAnNITwas insuin 04 Fudedi
6. AALABAAIN Right hepatic vein 13104 5 ml 1432 calcium?i 30, 60, 90, 120
Laz 180 AuNT 1edIR794 insulin level
7. MAIANTIin 5 w7l 1iteseld calcium waz insulin distribute aanliaumse
8. Guvita 4, 5, 6 SUTIILMABALBBALAIEL AUATLYNATLNL
9. MFLIRIRaAAEALAITIAYaAtN calcum laansumliiunazifewiiesen
TIausunaIgn 1wy
9.1 Yaanuldliiin hypoglycemia se13N9vinvinans
9.2 Hlasiuniaiie false positive MLFmAY
VHEILB
— venous drainage 189AUB8U A8 T¥UU portal vein InednAazlianunsolsd
a18/auAaIN peripheral vein 11g portal system IPeATNELALADA ABaLAUEaANg
hepatic vein Wnu (g‘]_lﬁ 1)

2
a © o

~ dose calcium gluconate lugtlaaiminuinun@ld 0.025 mEq Ca’/kg wsluy

(2
=1

;g‘ﬂfm obesity (sﬁqﬁﬂqa insulinoma ﬁmﬂumjmu) 19l 0.01 mEq Ca”/kg
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nsuilana

e 5¥AL insulin geliuaINNAVEaVINTL 2 1 14 30 Al vi3e 60 Aunfildleniey
fiul baseline thddiauagiumiiivasadoauasiugbe qi2)

e W1N positive Pansruviaiuly Insusasfiumed positive ldH overlapping

arterial distributions 19791 azilu diffuse hypersecretion

Proximal Dorsal Distal Proper Interpretation
SMA SpA segment pancreatic segment hepatic ALUUIDS
of SpA artery of SpA artery insulinoma
™ m | Superior pancreatic head
and neck
n ol ] Inferior pancreatic head
and uncinate process
O O M Body and tail
O O | 4| | Tail
O Ll | | L] Body
¥ Liver metastasis

4| significantly increased insulin levels [ no increased insulin level

v >
dan99e39 lunisuilana:
. v Y . . .

e false negative Tu@ﬂfmﬂmm diazoxide, octreotide analogue

o Hilaafil venous drainage NiNAUNRALTU splenic varices, porto-systemic shunt
azldanunsoutana tesths Lilagann venouslyla drain W portal vein waz hepatic vein

e fiag MENT W& multiple focal lesion NiFiLa@l WATNABENNT positive YaTE
Fwntd azldanunsanensznang multiple focal insulinoma MU diffuse hypersecretion

2/ a
LANAITRINAY

1. Doppman JL, Miller DL, Chang R, Shawker TH, Gorden P, Norton JA. Insulinomas: localization with
selective intraarterial injection of calcium. Radiology. 1991;178:237-241.

2. Zhao K, Patel N, Kulkarni K, Gross JS, Taslakian B. Essentials of Insulinoma Localization with
Selective Arterial Calcium Stimulation and Hepatic Venous Sampling. Journal of Clinical Medicine.
2020;9:3091.

3.  Cheungpasitporn W, Wang H, Ba Y, Xing Q, Cai R-C. Diagnostic value of ASVS for insulinoma

localization: A systematic review and meta-analysis. Plos One. 2019;14:€0224928.
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Standard High Dose Dexamethasone
Suppression Test

UANNITUALIUANATRINITATIA
Dexamethasone luatNAg axaNsndiuean1suas cortisol lalugilag pituitary
Cushing

PRUNTURINITASIA
liiflunismaaaunanlunisitiadaning pituitary Cushing Weinaname ACTH
dependent Cushing’s syndrome @158

Assay lun19m59a gluumnismsa ACTH waz cortisol

aa
28N15NAFDL
= o Y

nsinsENAINLle:

1. thilmsldafasesnannaiauan (exogenous glucocorticoid) ag Tvingana
YNNI NAGaL

2. lalafusewntiiuazemis

3. anugvinnisveaevgiaelaiininzidulon viawnsen Wy Aade LaLEyY
N1TUBULTINEILNA

ailnsnifigaundam:

1. Dexamethasone (0.5 mg) 32 LA

2. Clotted blood tube &4 cortisol 1 T

3. Urine bottle LAUTlaa19e 24 1. 2 1A (DNFABIN1TATIA)

AENAFaL:

e FINITOVINNIINARBDLABANN standard Low dose dexamethasone suppression
test 1o

e U 1 dmszfiu cortisol waz ACTH 1941 08.00 1.
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o UM 1-2 FutlsenIu dexamethasone (0.5 mg) 4 1l 9N 6 TH. (12, 18, 24, 6
U) Y38 (9, 15, 21,3 W) FINVIVNA 8 ATI (ANABINITAIIA urine free cortisol IALTaan7

24 3. §4 urine free cortisol, creatinine )N

nsLensENIIENAgaL:
15

nsudana
nsoblilu pituitary Cushing $2AU 8 am cortisol lUlaan azanas 11NN 50% (61
m99] urine free cortisol ARE TLAUARRININNGN 90%)

NAUINAINLLASHAAURNIN:

WMANBL overnight low dose dexamethasone suppression test

LANAISR19D

1. Fleseriu M, Auchus R, Bancos I, Ben-Shlomo A, Bertherat J, Biermasz NR, et al. Consensus on
diagnosis and management of Cushing’s disease: a guideline update. Lancet Diabetes Endocrinol.
2021;9(12):847-75.
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Standard Low Dose Dexamethasone
Suppression Test

UANNITUALIUANATRINITAINTIA
luputnfdielafuaisseanrunge (supraphysiological dexamethasone) azlyl
FUEININAY ACTH MMIviseay cortisol lUlaananad WeluN192 Cushing’s syndrome

72 cortisol lulABAAzNgIDt]

AaUITURINTATIA
I duntmeagauniaaan lun1satlaganiag Cushing’s syndrome vgaldien
N19% pseudo Cushing

Assay Tun15059a gluuvnisngaa ACTH uaz cortisol

aca
AEN1TNAFaU
d o Y
MsiasENAdELae:
Y A 4 = 3 . . 1 v |

1. MANMTIaLALTaAAINANEUaN (exogenous glucocorticoid) B¢ ‘Luuqmﬂ@u
YNNI NAFBL

2. ldafludasentiilazeanng

3. mmzﬁﬂmwmmu@ﬂwis@quﬁuﬂfm NTALATUA LTU AALTA UIALAL
NTUDUITINENLNG

gilnsaifaunde:

1. Dexamethasone (0.5 mg) 8 Ll

2. Clotted blood tube @ cortisol

3. EDTA blood tube @4 ACTH

4. nazAninud (1UTULAY prechilled EDTA tube waz &3 ACTH)
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AENAFaL:

e U 1 dmszfU cortisol waz ACTH 1981 08.00 1.

e Juil 1-2 Fulazvnu dexamethasone (0.5 mg) 1 1A M0 6 T (12, 18, 24, 06
) ¥Ta (9, 15, 21, 03 W.) SONVIVHA 8 ALY

° *Jvu‘ﬁ 3 AnT¥AU cortisol, serum dexamethasone (ﬁmﬁmmmmié’) LIAN
08.00 .

msudsziumzaaaL:
1aidl

nsulana
1un121nA 8 am serum cortisol 1adle dexamethasone 2 94 AaziALaLNIN 1.8
meg/dL, AANINNIUTaWINAL 1.8 meg/dL WnAulAny Cushing’s syndrome

NAUINAINLASHAALANIN:

WAL overnight low dose dexamethasone suppression test

LANAISR19D

1. Fleseriu M, Auchus R, Bancos I, Ben-Shlomo A, Bertherat J, Biermasz NR, et al. Consensus on
diagnosis and management of Cushing’s disease: a guideline update. Lancet Diabetes Endocrinol.
2021;9(12):847-75.
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Standing Plasma Test

UANNITUALIUANATRINITAINTIA
Lﬁ@@dﬂﬁ@wﬂ’]ﬂ chylomicron Tu plasma visaly

IBLITURINITRINGIA
Aninazlasnamelingdluiaensausssiu triglyceride > 500 1n./Aa.

38n1svagaLl
d o Y
nsuesENmgaE:
Tiana1unse 10-12 ax.vialidananng

cal v a
Alnsalnnasnsea:
WATeIN EDTA tube 1UIU 1 aan

AENAEaL:
=S o a ] 1 Y @ d' a d’ v
|Wziaenwaztindsdensaliugludifiungoumgil 2-8 a3a1 laa¥ili plasma
BEIaUIU 12-24 T3, LNELU plasma WENTU WATNAITNINTULUGARBYUNA chylomicron
visalal

mMsudana

Tuaudnfidasnemsunu 10-12 1a. azlsdfiaynia chylomicron luwden fiu
fhduLgasiansg creamy agwila plasma axtivinflueynia chylomicron dEnaiiy
aunA VLDL faazvinlsianmsnie plasma quii

ONANTEAU triglyceride > 500 mg/dL WA plasma VLN‘UIM’;“@@N creamy sl.vmmmm%
pseudohypertriglyceridemia mmqmmmnmqvn@mmm‘Lumamm (hyperglycerolemia) ‘1/1
NaunanANNRALNATeINAeTaaL A LeaaNluTaNe 1l N19¥a1A glycerol kinase
viseldrundisasaaannmeuandiginne wu enisinameraaifiugiutlrzney
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Fredrickson Lipoprotein > = - - A .
. mazlatuiindn@munisEanadalua
phenotype abnormality
| Chylomicron Monogenic hypertriglyceridemia/ AUy
familial chylomicronemia syndrome creamy
douandla
lla LDL Familial hypercholesterolemia lananiun
o VLDL waz LDL Polygenic hypertriglyceridemia laviTaenagu
B | NUNA
11} Remnant chylomicron | Familial dysbetalipoproteinemia AMULUBNA
waz VLDL 1w creamy
19
AUANYU
vV VLDL Polygenic hypertriglyceridemia ‘Iqiu‘ﬁmzum
V Chylomicron Lag Multifactorial chylomicronemia syndrome dnuuutu
VLDL creamy
ATUATYU
LANA19A19DY

1. Subramanian S. Approach to the Patient With Moderate Hypertriglyceridemia. J Clin Endocrinol
Metab. 2022;107(6):1686-97.

2. Harrrison’s priciples of internal medicine eighteenth edition ed.
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Thyroxine Absorption Test

UANNITUALIUANATRINITAINTIA
Tugtheinsardaedenni seay free T4 AzgaunasanlaTuEeN levothyroxine
(LT4)

Jatisdiuazdainuaainmedinga

da1ie: Lﬁ@iﬁlmﬂﬁﬂwﬁﬁmi@m%m levothyroxine WALNA (malabsorption) Ny
ﬁiﬁi“uﬂiwnumisimu (nonadherence 138 pseudomalabsorption)

daviu: sriinsrdannavifludiilaaviala 16un heart failure ¥3e arhythmia

FUMAURY assay LUN19MTIA
N19MTIA thyroid-stimulating hormone (TSH), total thyroxine (TT4) Wag free thyroxine

(FT4) fngl electrochemiluminescence immunoassay

A8NsnAgau

nsuesENsgaE:

1. dnilsziRfianaidassianisia malabsorption

2. dnilszdRlsaiala wazfiansnnvin 12-lead EKG Liluftugilugiiaisasidla
\i1 heart failure %38 arrhythmia

3. 1a1¥ TSH NaunsynnNIIadal 2-3 94 aanszal TSH anatatneinlai
TRnTaN19% pseudomalabsorption wazfiansaniaaunisaaatillie

4. Wiflhasnawnmvaadiissdulasamansodaniuanldisndonielalfifnnoe
I UAZNEAEN levothyroxine 1a9gtlaeluduiivinnmsnagay

5. TﬁﬁﬂqmmmLL@xmmiﬁiw@ﬁi@mﬁ‘@m%m levothyroxine ¥4 proton pump
inhibitors, calcium carbonate, Wa, NUW NAY LAY 4 TH. NAIVIINITNARBL

6. Witlaeaih 1 ou. newvinmasaLLazwaYNIMAREL 1 TH.

7. ﬁmimﬁué{ﬂfmLsﬂ”m@uiiqwmm@lud"u‘ﬁ'ﬁ’]miwM@‘u @ la)
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ailnsaifdaundam:
1. Heparin-lock WAz 0.9% NSS tfenIn1g flush
2. LATENEN levothyroxine IAENIMUATUNA levothyroxine ﬁiﬁmmm WAZAT
Han1g (body mass index, BMI)
e @7¢ 18-65 U uax body mass index (BMI) < 40 kg/m* 19 1,000 lulasnsu
« ®7¢ 18-65 1/ WAz body mass index (BMI) 40 kg/m? 1% 1,500 lailmsni
o @7 > 65 1 197 600 lulasnin

3. W3eIN clotted blood tube AU 6 IABA

BnadaL:

1. SaanudulainuarinasnauEunmaaad

2. ld heparin lock wazl¥ 3-10 mL w89 NSS flush

3. \fiuLAendInIaa baseline FT4 uaz TT4 91 0 min

4. 9% levothyroxine ANNIUNATNIRL AunsaniutnSananfaanaiiaznauanla

5. lANZLABAEIRTIA FT4 Was TT4 71 1, 2, 3, 4 8. (NFOIN 4 T3L) WAzl 5, 6 3.
(NTUN1 6 TH.)

6. INANNAULARALAZTNATYN 2-4 TN, TTNTNVINNITNAGDL

7. 181 heparin lock aaN

nsulana
0N3eATNLUNRA A|e %TT4 absorption > 60% 138 § increment FT4 > 0.4 ng/dL
TgATuIann
e Increment FT4 (ng/dL) = peak FT4 — baseline FT4
e Increment TT4 (mcg/dL) = peak TT4 — baseline TT4
e %TT4 absorption = [increment TT4 (mcg/dL) x 10/ LT4 ﬁmuﬁﬂﬂ] x Vd (L) x 100
e Vd (volume of distribution) = 0.442 x BMI

LANAITANND

1. Gonzales KM, Stan MN, Morris JC, 3rd, Bernet V, Castro MR. The Levothyroxine Absorption Test:
A Four-Year Experience (2015-2018) at The Mayo Clinic. Thyroid. 2019;29(12):1734-42.

2. Caron P, Decleves X. The Use of Levothyroxine Absorption Tests in Clinical Practice. J Clin
Endocrinol Metab. 2023;108(8):1875-88.
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