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Table 1. Clinical manifestations
Pt No. 1 2 3 4 5 [ 7
Age/Sex ia/M S0/M 47/M i5/F 46/F 34/M 29/M
Chief Complaint General Paraparessi  General Lower Ext.**  Muscle Dyspnea  Amenorrhea
weakness weakness  weakness wieakness
HH/T** history {¥r) 4 7 1.5 5 3
Headache + + +
Fatigue + + +
Weakness * + + +
Dizziness +
Folvuria, polydypsis + + +
Paresthesia +
Muscle cramp + + +
Moon face *
Central obesity +
Buffalo hump +
Purple striae +
Amenorrhea +
Atrophy of breast +
Deepening of voice +
Clitomeggly +
* Abbr: * Ext=Extremity
**H/T = Hypertension
Table 2. Laboratory findings of primary adlsoteronism
Serum ABGA 24hr Urine Serum
Patient B.P.* Sys/Cla** —
MNa., mmHg Ya K PH HCO, BE K Renin Aldosterone
{mEgh) immaol/L) imEqg) {ngfml/hr)
1 2107100 148 2.5 7.54 48 +123 536 310 310
2 200100 145 1.2 7.54 iz +10 60 022 300
3 210/130 141 2.8 742 29 + 3 30 0,22 3079
4 150/144 1.4 1.4 7.53 35 +12 40 0.09 700
5 190/100 1478 2.08 7.46 i o+ 7 51 0.07 94

Abbr :* B.P = Blood pressure
*% Sys = Systoilc pressure
** Dia = Diastolic pressure,
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Table 3. Laboratory findings of cushing and virilizing

Halsty A

H9b2 470 Ho|HdH £7HE Table 42} Fig. 16
7} e, W49k aldosteronism S FlEe 4l =3
A E 5T dedl = o 2| 4] 2% 712] 26l o] gl o,
1ol = el A #H S hl3 G, o B2 A 7 53]
o] 2 e 15emel 4 3emeold, 9gmelsl o]gle
™, g gz gadelgian, Eee|u )
Baxl o= gigichFig 1), #He|22 £22 Zona
fasciculata® 2] 4] 2} “hybrid” 4| £ 7} =7} 3 2 214
v £ d2rlE 8la, o]F 771 A E8o Zona
glomerulosa® 4 22| Lo g Hae gdon, oF
AZEE ZAEOE 293l 9lv AAF Ag=H o
e Autdes wigsln glgic

syndrome

Pt. No 6 7

Functino Cushing's Cushing's Wirilizing
LY rame syndrome

Serum

MNa 133 130

k (mEa/L) 38 2.8
Baseline 24.6
S—ACTH{ug)

Dexamesasone 24

spupeersion
test (2.0mg/d){ug) -
Desamesasohe 22.6
suppression rest
(8.0 mg/dy) (ug)
24 hir—=Urine

VM X (mg/dl) 1.8

17=KS (mg/dy) 389 A& 4] 1

- N Table 4. Gross and mrcr{_:_s_n:-np[: findings

Case Age/Sex Side Function Size and weight Gross appearance

— —

Microscopic findings

o —

2.2x1.5x1cm Tgm  Bright vellow,

1.5x0.3x0.3cm 4gm Orange vellow

= SRS

Golden vellow, with par-  Mostly zona fasciculata like
tly brown cells arranged in small cords
or acini, separated by fine
connective tissue trabeculac
including capillaries

Mainly “hybrid " cells mixed
with zona glomerulosa type
cells and lareze clear cells

homogenous cut surface

The ¢ells are zona glomerulosa
in type and are arranged in
trabeculae, The nuclei are
veslcular and the nuclear-
cytoplasmic ratio is high

cut surface

1 35/M Left Aldosteronism  2x1x1 cm  6gm
2 SOF Left Aldosteronism
3 47/F  Right Aldosteronism
4 35/F  Right Aldosteronism 3x2.3x1.2cm 8gm
5 44/F Left aldosteronism  3,2x2.8x1.4
9gm
6 34/M  Right Cushing's 4x3.5x2.5cm
syndrome 12 gm
7 29/F Left Virilization S5xd 5xdcm 42gm

golden vellow,
well-encapsulated

Bright yellow,
well-encapsulated

Reddish-hrown
well demarcated

reddish-brown to
yellowish-white solid
mmass lined by a thin
rin of bright vellow
Lissue,

Lipid-laden cells are siimlar
to the clear cells of the zona
fasciculata of the normal
adrenal gland

Mainly zona fasciculata type
cells (hybrid cells” and  zona
glomerulosa type cells,
Enlarged compact eosinophilic
cells arranged in large trabe-
culae and nests, The nuclei
are vesicular with prominent
ucleali

Large globoid cells with
abundant eosinophilic
cytoplasm, The nuclei are
arypical and without mitotic
activity.
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Fig. 1. Case 4. Adrenocortical adenoma productive of primary aldosteronism. It is spherical, well encapsulated,
golden yellow and Is attached to one pole of the adrenal gland.

Fig. 2. Microscopic appearance of Fig. 1. Zona glomerulosa type cells are seen below the capsule, while “hybrid"

o A

[ 1 e

cells and zona fasciculata type cells are noted in the right (H & E stain, x200).
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Fig. 3. Case 6. Adrenocortical adenoma productive of Cushing's syndrome. A round, well-demarcated tumor shows
dark-brown cut surface.

Fig. 4. Microscopic appearance of Fig. 3. The tumor consists of enlarged compact eosinophilic cells arranged in large
trabeculae and nests. The nuclel are vesicaiar with prominent nuclecli and cytoplasm contains PAS, Fontana,
Iron positive granules. (H & E stain, x200),
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Fig. 5. Case 7. Adrenocortical adenoma productive of virilizivg syndrome. The well encapsulated spherical tumor
with reddish-brown cut surface.

Fig. 6. Microscopic appearance of Fig. 5. The tumor consists of sheets of compact eosinophilic cells. Most of the
nuclei exhibit vesicularity and pleomorphism, with maore prominent nucleoll (H & E stain, x200).
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— Abstract —
Adrenocortical Adenoma

A report of 7 Cases—

Mi Seon Lee, M.D., Dae Hyvun Baek, M.D.
and Kwang Sun Suh, M.D.

Department of Pathology, School of Medicine
Chungnam National University

Primary tumors of the adrenal cortex are compara-
tively rare, In the medical literature they are most
frequently reported as single case, Because of their
infrequent occurence some features of their clinical
behavior and pathologic anatomy are not widely
known, For this reason the recording of the 7 cases
from the Department of Pathology, School of Medi-
cine, Chungnam National University iz thought to be
waorth while, Of the seven tumors, five were associat-
ed with primary aldosteronism, one Cushing’'s syn-
drome, and the remaing one virilizing syndrome, All
were benign, Females were affected more frequently
than males,

Adrenocortical adenomas tend to be small, weighing
less than 42 gm, The tumors associated with primary
aldosteronism were composed of zona fasciculata—like
cell: and “hybrid” cells, The tumor with Cushing's
syndrome consisted of zona reticularis—like cells, The
tumor with virilizing syndrome consisted of zone

reticularis—like cells,

Key Words . Adrenocortical adenoma, Aldoster-
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