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ADRENAL ADENOMA WITH BILATERAL TESTICULAR
LEYDIG CELL TUMOR: A CASE REPORT
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A case of left adrenal adenoma with bilateral testicular Leydig cell tumor in a 38-year-old
man is reported. He had received bilateral orchiectomy for testicular Leydig cell tumor at the age
of 37. After operation computed tomography revealed left adrenal mass and aldosterone-secreting
adrenal tumor was supected. Left adrenalectomy was performed and histopathological diagnosis
was adrenocortical adenoma. Serum ACTH, aldosterone and plasma renin activity were still
high after operation. The adrenal cortex and gonads are of common embryologic origin and the
histologic pattern may overlap. Examination of the adrenal gland is necessary for the patient
with a testicular Leydig cell tumor.

(Acta Urol. Jpn. 37: 891-894, 1991)
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Fig. 1. A computed tomography (CT) demon-
strated left adrenal mass (arrows).

Fig. 2. Aortography showed moderately hyper-
vascular mass above the left kidney
(arrows).

Table 1. Venous sampling data before surgery.
REREHRE
BRLY > TY T

Peripheral  IVC IVC Lt adrenal

(normal) vein  (infrarenal) (suprarenal) vein

Cora:ligslzll) (37-130) 10.8 8.8 1.7 21.9

Aldosterote (103-627) 400 240 220 3200

Renin activit
°"'("":/""‘I'Ih{) (03-29) 7.3 8.5 1.5 6.1
Testosterone
(ng/mi) (41-110) 6.3 7.0 4.5 1.7

RO LR L. LDH % 201 U/l LEMIKTS
>t A4 : ACTH 120 pg/ml (normal 30~60),
M7 v ¥ AF = v 280 pg/ml (109~627), v =y
&tk 48 ng/ml/hr (0.3~2.9) LEifEi%iRbt., 2L
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Fig. 3. The surgical specimen, showing the
adenoma with black cut surface.

Fig. 4. The tumor nodule shows monotonous
proliferation of eosinophilic compact
cells arranged in nest and cord. Patho-
histological diagnosis was cortical ade-
noma (H.E. stain, x400).

F =ik 134 pg/dl LIEHER, T A AT
v % 6.3 ng/ml LIEERTH - #.

EEFTA {3 CT; £ LA low density @
[EgxRoic (Fig. 1, arrows). &5 ; £8LFH
1ZR% hypervascularity %R3HEEG N T D b htc
(Fig. 2, arrows).
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Fig. 5. Course of the hormonal patterns.
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U origin TIEHEHLE#MEMH D, Leydig H1
JREEE O Rt & Hic & JXEIB EECHTHRED
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