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Abstract: [ Objective] To analyze the clinical and biochemical characteristics of Cushing’s syndrome, and

evaluate the sensitivity and specificity of various assays in diagnosis and differential diagnosis. [Methods] We

retrospectively reviewed the medical records of a total of 154 patients with Cushing” s syndrome admitted to our

hospital from 1996 to 2006. [Results]  About 85% patients had typical Cushing symptoms. 33.8% were adrenal

adenoma and of whom 85% were women. Half of the patients presented hypopotassium and diabetes. The prevalence

of glucose intolerance, hypertension and hyperlipidemia were 68.7%, 72.6%, and 67.6%, respectively. The

sensitivity for diagnosis from high to low was lack of cortisol suppression after 1 mg overnight dexamethasone test,

increased 24 h urinary free cortisol, loss of the normal diumal thythm of the plasma cortisol, raised morning plasma

cortisol.  The specificity and sensitivity for 8 mg dexamethasone suppression test were 86.8% and 90.8% s

respectively, and for ACTH level were 97.2% and 65.1%, respectively. . [Conclusions] There are higher than

reported incidences of adrenal adenoma and diabetes in our cases. A combination of ACTH, § mg dexamethasone

suppression test as well as the image assay is necessary for the differential diagnosis for Cushing’s syndrome.
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Table 1 Etiological classification of 154 cases of

Cushing’s syndrome

Classification Number Ratio(%) Male/Female
Cushing disease 82 53.20 28 : 54
Adrenal adenoma 52 33.80 8:44
Adrenal carcinoma 3 1.94 1:2
Ectopic ACTH syndrome (EAS) 9 5.84 5:4
Bilateral micronodular adrenal hyperplasia 4 2.60 1:3
Bilateral macronodular adrenal hyperplasia 4 2.60 3:1
Total 154 100.00 1:235
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Table 2 Clinical characteristics of the 113 cases of Cushing’s syndrome (n/N)
Cushing’s Adrenal Adrenal Bil-micronodular  Bil-macronodular adrenal Total
disease adenoma carcinoma adrenal hyperplasia hyperplasia n/N(%)
Moon face 37/41 44/52 2/3 5/9 4/4 2/4 94/113 (83.2)
Central 37/41 41/52 3/3 6/9 4/4 3/4 94/113(83.2)
Obesity plethora 38/41 29/52 2/3 6/9 3/4 3/4 81/113 (71.7)
Purple striae 30/41 35/52 2/3 3/9 4/4 0/4 67/105(63.8)
Edema 13/36 32/52 073 719 1/4 2/4 54/105(51.4)
Buffalo back 18/36 15/52 1/3 3/9 2/4 1/4 40/105(38.1)
Bruising 9/36 11/52 1/3 3/9 1/4 0/4 24/105(22.85)
Sexual change 3/27 3/44 072 1/4 173 0/1 8/81(9.9)
Hypertension 5/9
Severe - 17/41 1552 2/3 2/4 1/4 42/113(37.2)
Middle " 8/41 16/52 : 0/3 2/9 1/4 1/4 28/113(24.8)
Mild 5/41 6/52 0/3 119 1/4 1/4 14/113(12.4)
Normal 12/41 16/52 1/3 179 0/4 1/4 31/113(27.4)
Glucose 1/9
Normal 13/38 13/45 0/3 3/4 1/4 32/102 (31.37)
IGT 7/38 15/45 0/3 2/9 1/4 0/4 23/102 (22.55)
DM 18/38 17/45 3/3 6/9 0/4 3/4 47/102 (46.08)
Potassium 0
Normal 18/37 18/51 0 1/4 1/4 38/108 (35.2)
<3.5 mmol/L 7137 14/51 0 1/9 3/4 2/4 27/108 (25.0)
<3.0 mmol/L 5/37 12/51 0 3/9 0 1/4 21/108 (19.4)
<2.5 mmol/L 7137 7/51 3/3 5/9 0 0 22/108 (20.4)
5/9 3/4 4/4 73/108(67.6)

Dyslipidemia 20/37 38/51 3/3
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Table 3 Hormones of the 113 cases of Cushing’s syndrome (n/N)
Cushing's Adrenal Adrenal - EAS Bil-micronodular ~ Bil-macronodular adrenal Total
disease adenoma carcinoma adrenal hyperplasia hyperplasia n/N(%)

Serum cortisol

Normal 10/35 13/50 0 0 0 2/4 25/105(23.81)

Elevated 25/35 37/50 3/3 9/9 4/4 2/4 80/105(76.19)
Rhythm of cortisol

Normal 9/35 5147 0 1/6 0 ; 2/4 17/99(17.17)

Disappear 24135 42147 3/3 516 4/4 - 2/4 82/99(82.82)
Urinary free cortisol

Nornal 6/36 3/45 0 0 0 .. 0 9/102(8:8)

Elevated 30/36 42145 313 99 4/4 4/4 93/102(91.2)
ACTH level

Normal 15/39 13/47 0 0 3/4 2/4 23/105(21.90)

Elevated 22/39 0 ' 0 9/9 0 0 30/48(64.58)

Dereased 2/39 34/47 . 3/3 0 1/4 2/4 37/58(63.79)
Mid-night 1 mg

Depressed 2/23 1/27 0 0 0 0 3/65(4.08)

Not depressed 21123 26027 303 - 66 4/4 212 62/65(95.94)
Small dose Dex.

Depressed 8/33 1/42 0 0 0 0 9/90(10)

Not depreesed 25/33 41/42 3/3 6/6 4/4 4/4 81/90(90)
Large dose Dex.

Depressed 23/32 2/42 0 0 1/4 0 26/91(28.6)

Not depreesed 9/32 40/42 3/3 6/6 3/4 4/4 65/91(71.4)
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