1288 Interhospital conference case 73

Atypical diabetes
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Ketosis prone diabetes (KPD)

kPD +¥u hybrid diabetes a3 WHO Ssanulwalidu type 2 diabetes Tngluipasagng KPD 7l
developmental delay 591U impaired intellectual 393151839598 chromosome study wag wu 1Uu 16p
deletion Fanudnuasz thminiiursesudusluiodin sgslsfinuilsienu msifia CLEC mutation Sinvudusiug
fummueiind 1 usenmsmsnadnlunaidivilou type 2 diabetes snnnd1 egrdlsfinuensasia SNP array witeld

lan9ifads nsShwegredunnzuagliiuugrinma genetic

Pathogenesis U84 ketosis prone type 2 DM

1. 1An97n Glucotoxicity, lipotoxicity viMluiin impaired beta cell function vilvian insulin secretion

2. finnsanasved Akt2 (protein kinase B) fineuauassa skeletal muscle vil¥iAn insulin resistance

3. Hepatic insulin resistance vi1lvanaswes hepatic insulin action LLazﬁﬂﬁLﬁu"ﬁumm peripheral insulin levels
4. Increased hepatic glucose production finsmda glucagon iy way alpha cell defect

5. Point mutation 98¢ HNF-1, polymorphisms PAX4

970 pathophysiology @il viliilAn Ketosis-prone type 2 DM

Talun1sesune JUaediun present Mg ketoacidosis Tuaudiliil autoimmune #ie beta cell ¥3,fina1n beta cell
toxicity InegUneazaanis insulin Tugasusnuaza1use off insulin landsinniueinis wudn 75% vesdeiinieae

ketosis prone diabetes 9zil DKA A3u# first diagnosis



o

Ketosis prone DM U131 AB classification 3%

A+ Positive Anti-GAD65
and IA2 antibody

in serum

A- Negative Anti-GAD65
and IA2 antibody

in serum

B+ Beta cell: fasting serum C-peptide concentration

(> 1Ing/mL)

A+ B+ : Antiantibodies
present, beta cell

function present

A- B+ : Antiantibodies
absent, beta cell

function present

B- Beta cell: fasting serum C-peptide concentration

(< 1Ing/mlL)

A+ B- : Antiantibodies
present, beta cell

function present

A- B- : Antiantibodies
absent, beta cell

function absent

Remission in Ketosis-prone DM

Criteria @3V insulin-free remission Tuﬁ unprovoked A-B+ fi9 HbALC < 6.5% $auiU Fasting C-peptide-to-

glucose ration ¥1A91 11 nmol/mmol x 100 9814tae 6 Lol #ad index epidose U84 DKA uag 8819198 3 Lhou

189910 off insulin therapy

Management in Ketosis-prone diabetes

1. DKA and inpatient management: n1335nwmilouriu protocol DKA Un@ wazidle clinical stabilization agndutnu

A28 subcutaneous insulin therapy

2. Early outpatient laboratory evaluation (first 2-10 weeks): daumm@'ﬂm KPD azffamsldy insulin therapy Wunan

¥
A

Uszanu 1-3 dUanvt udsannautu lagluszesid dUaway resolution 910 acute effect a4 glucose toxicity uag

U

transient desensitization 984 beta cell Tuszazfiaziinnsanzuseiiiu beta cell function wag insulin

autoantibodies LieN19ALUIRM AB classification lagwuin Beta cell secretory reserve Az strong predictor

494 long term glycemic control kag insulin dependence Tnglungs B- fifien Fasting C-peptide < 1 ng/mL unay

predict 11 beta cell lsiAoe recovery

3. Initial outpatient management and subsequent follow-up: syezillduszoglunisuSuen wag monitor fasting

capillary blood glucose Ingen metformin azidugnivunzauiigndmsu KPD vila A-B+ uay GLP-1 Ideyalunis

prevent pancreatic beta cell apoptosis lag promote islet neogenesis and growth and differentiation of beta

cells




L@NE15819849

Gaba R, Mehta P, Balasubramanyam A. Evaluation and management of ketosis-prone diabetes. Expert Rev
Endocrinol Metab. 2019 Jan;14(1):43-48. doi: 10.1080/17446651.2019.1561270. Epub 2019 Jan 7. PMID:

30612498.

American Diabetes Association Professional Practice Committee; Summary of Revisions: Standards of Care in

Diabetes—2024. Diabetes Care 1 January 2024; 47 (Supplement_1): S5-S10.

Boike S, et al. Ketosis-prone diabetes mellitus: A phenotype that hospitalists need to understand. World J Clin

Cases 2022; 10(30): 10867-10872.



