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Abstract : A 15-year-old, spayed female maltese dog was presented with polydipsia, polyuria, polyphagia, abdominal
distention, alopecia and hyperpigmentation. The complete blood counts were in normal range, and the serum
biochemistry revealed elevated level of glucose and globulin. Mild hepatomegaly was seen on radiography of abdomen.
Abdominal ultrasonography revealed the uniformly enlarged left adrenal gland measured 2.4 cm in diameter. ACTH
stimulation test and LDDST revealed hyperadrenocorticism. HDDST revealed pituitary dependent hyperadrenocorticism.
On CT images, isodense mass with contrast enhancing was seen in left adrenal gland. Cytologic result is consistent
with benign tumor. Adrenal mass was surgically removed and evaluated. Histopathologic examination revealed

adenocortical adenoma.
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Fig 1. ACTH stimulation test(A) and LDDST(B) revealed hyperadrenocorticism (HAC). (A) In response to the ACTH stimulation
test, the dog had the basal cortisol concentration 1.3 pg/dl and plasma cortisol concentration 41.65 pg/dl after 1 hour. (B) In response
to the LDDST, the patient had the basal cortisol concentration 5.44 pg/dl and plasma cortisol concentration 1.04 pg/dl and 5.44 pg/

dl after 4 and 8 hours.
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Novartis, Switzerland)E Fis}7] A3} 117 Zof zbz} A

dsto] €% cortisol FEE ST Fo A cortisol
TEE 13 pgdeler, 59 § FEE 4165 pg/die U
ERNIRITE (Fig 1A). A8 dexamethasone &A|AI oAM=
dexamethasone(JAFHIERE", 0.01 mg/kg 1V, ALA| <k, &=
S Foslr] A Fof 4x7F, 8AIZE Tl Zbzt A8t

dZ cortisol F=5 SIS T He] ¥F cortisol
FTEE S4dugdielom, Fo 4A7 Fo Fhe

1.04 ug/dl, 8A17F 9] = 544 ug/dre YERAITH (Fig
IB). °o|& &3l FAFAr TR AtaiiTt.
HekrAl oA AN SRS FANE FFE
7rdsl7] Qe F7HE o2 8% dexamethasone &A1l
3 (high dose dexamethasone suppression test, HDDST)}
259 AAb 9 HAFE D529 (computed tomography)©]

25

2 Sample

1.5

(Ip/6r)-uod josnod

0.5

Pre plasma cortisol 8 hours

Time (hours)

Fig 2. Cortisol level suppression was seen on the HDDST. In
response to the HDDST, the patient had the basal cortisol
concentration 2.04 pg/dl and plasma cortisol concentration
0.93 pg/dl after 8 hours.
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Fig 3. An oval mass in left adrenal gland region presented
mixed echogenecity on abdominal ultrasonography. The
diameter measured 2.4 cm.
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Precontrast

Fig 4. Precontrast (A) and postcontrast (B) CT images at the level of the left kidney. An oval isodense mass with heterogenous
contrast enhancing was seen in the medial region of the left kidney (arrow).
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Fig 5. Cytologic findings of the mass in adrenal gland region. (A), The uniform cells contain abundant and amphophilic cytoplasm
with indistinct cytoplasmic borders (Diff-Quik; X400). (B), The cytoplsm contains numerous, clear and punctate vacuoles (Diff-
Quik stain; X 1000).

Fig 6. The left adrenal gland had snowman apperance and the size of 1.5 cm X 3.5 cm X 1.5 cm (A). The mass was surrounded
by the capsule and the margin was definite (B).
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Fig 7. Histopathological finding of the left adrenal revealed uniform large cells arranged in nests and trabeculae (A). Abundant lipid

filled cytoplasm and small uniform nuclei (B).
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