Ectopic ACTH Syndrome from Renal Neuroendocrine Tumor
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Pulmonary Neuroendocrine Tumor (Bronchial Carcinoid) 48%
Pancreatic Neuroendocrine Tumor (pNET) 13%
Lymph-node Metastasis of Unknown Primary 12%
Thymic Neuroendocrine Tumor 6%
Small-Cell Lung Carcinoma (SCLC) 5%
Pheochromocytoma 4%




Medullary Thyroid Carcinoma (MTC) 3%
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Occult Tumor 18%
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1. Compatible Morphology: SuwarmameSinenienmadennassiu neuroendocrine neoplasm

2. Neuroendocrine Differentiation: N158A& immunohistochemistry 19;1,m' Synaptophysin,
Chromogranin A, uag INSM1

3. Tumor Grade / Proliferative Activity: nsUsziunsavenileten fulinisuusi Ki67 uazsmuou
mitosis

4. Intraturmnoral ACTH Expression: nsgeufinagesiuu ACTH melueaaiilasen

5. Postoperative Biochemical Response: msamaﬂaéws’mﬁwaaﬁzé’u ACTH uag Cortisol #8309
ﬁmfswuaumfaqaﬂﬁLﬁumm@aaﬂﬁﬁa Taesediu Plasma ACTH msanasinnn 5 pg/mL Tufuusnuds
N5EN6R (postoperative day 1) saufun1studuniane1dinenindu well-differentiated ACTH-

positive NET

Y
2 =

L‘Jmmalmﬁﬂmmw Severe Hypercortisolism wusoanidu 2 ﬁauﬁﬂﬂmwmaﬂﬁ%ﬁumimuﬁ
fuldesesinid lﬁgjLLﬂl 1) mﬁmmmzé’w’u cortisol Iﬁaﬂa\‘iaémimﬁﬁ (rapid control of cortisol) W&
2) MsShwInmsunsnTeuTidufusiu cortisol (aggressive treatment of complications) lagmu
L3 Mount Sinai pathway n1aw3eustaelnegluaniizasi (stabilization) AsaUAquAITINW
severe hypokalemia, hypertension, VTE prophylaxis, hyperglycemia LLﬁzﬂﬂﬁJ@ﬂﬁUﬂﬁﬁﬂL%a (;{a\‘i

MNDUNIONTOUAUAUNITRYNAaATEAU cortisol (cortisol-lowering therapy)



Cortisol-Lowering Medical Therapy:
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Managgme t Algorithm for Severe Hypercortisolemia from Ectopic ACTH Synd

ation to delay life

1 Confirm Severe ACTH-dependent

Very high
b probability wp &
of severe EAS

Is the renal mass concordant with NET/EAS
and is there another candidate lesion?
L3

ISESOR 7 Pathology & Biomarker Co

carrelation

= strong confirmation of source

2 ICU Stabitization Immediately
Hypercortisolism Treat Complications Aggressively

3 Rapid Cortisol Control
(Da not wait for full localization)

4 Localization in Parallel

First-line Steroidogenesis Inhibitars

ated renal C
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NO or UNCERTAIN

.
Refractory / Uncontrolled Hypercortisalism
oe Life-threatening Complications Persist
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When Stable

Urgent Bilateral Adrenalectomy
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5 Functional Imaging

68Ga-DO
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