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adrenal insufficiency 1&gl AItiUN1TH1 stimulation test WeATIAN1INNUIRIAaNNNAN Al

L A ' 1] ' . o -
filae AIDS Alaiflannisuansanaaznsaalinudniiniay adrenal insufficiency

menagaudas  ACTH  lugiledflennisuazainisudnaas  Adrenal
insufficiency (ACTH studies in patients with signs and symptoms of adrenal insufficiency)

Tufilae AIDS 913l clinical Nasdtd1azil primary adrenal insufficiency azilaansuaz

a1nsuaay 1y dmidnanas Aauldendan tnRenludenn uadlldadenluinengs

' o 1 « | o 5
wudnfigiRAnisadléng 22 Lﬂ'ﬂi‘t‘m& 32/ ACTH Migeaunin

adrenal  insufficiency aUnfauiliasannsenlsidnes

neuinlng atelsinau Ulsatile fashion) TN l¥mgaany

sTAU ACTH Unfvisasnls & A1 a1aliannsouenidiiueudn
#1WRAT8Y  hypoadrenalism anﬁjﬁf}gﬂ% NAUNG NTEUNLGNTEAL  basal
ACTH i3 cortisol v Fund iy prlmary 1ia

: X
secondary adrenal insu ! s}gomsol was ACTH ﬂl.wu‘num

' ' V9 . a ' o o . v a 3 3
g mqmm']uﬁwmqnmu cortisol Unf wusanifusziu cortisol Haftatu® *vinanae®

umsﬁnmunm‘ﬂy 'ﬂ f432 WeflmuAm Hsyau
ACTH ga2uTALa1s gj ?m@ﬁﬁ Sf:]\ﬁ Unf msfiszdiu ACTH
mew m 'ﬁ sarl ﬁ nsufficiency 9
ARNEl 7 ﬁ.ﬂ 7b ﬁinj;mm 1:]:37 nﬂmr ‘E‘!‘ﬂ’m Thyroxine

(T4) ﬂq'tumm‘mﬂnm'lum% subclinical hypothyroidism

widn199AITFY basal cortisol ACTH WATANNIABLAUBITBNTZAL cortisol AINNIT
nsvpusae  ACTH azlieyanepdiinidduazdeslunisitadunie  adrenal
insufficiency WANMIMAREUAINE1N laNNTaLanfenazinUnfaessanvuanladaausn s
(early adrenal abnormalities) warfildgaagnisiniuaassianlsanes luniensaiudnudn

14 OCRH ArgN17ABLANBINNATIING1289 HPA axis AANTT annsaueniivauEialng



17
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Symptoms

Weakness and fatigue
Anorexia, nausea, vomiting
Abdominal pain
Myalgia or arthralgia
Postural dizziness
Craving for salt
Headaches
Memory impairment

Depression

Findings on physical examinati
Increased pigmentation
Hypotension (postural)
Tachycardia

Fever

Decreased body hair
Vitiligo

Features of hypopituitarism
Amenorrhea
Intolerance of cold
Clinical problems
Hemodynamic instability

peonane i ¢ 3N EJVI?W 8113

Hypodynamic (rare)4)

T WATII A INY Y

Hypoglycemia
Laboratory findings
Hyponatremia
Hyperkalemia
Hypoglycemia
Eosinophilia

Elevated thyrotropin levels
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Signs and symptoms

Weakness

Hypotension

Weigh loss
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Aldo increment

Primary adrenal insufficiency

Aldo increment

Secondary adrenal insufficiency
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