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A Case of Treating with Desoxycorticosterone Pivalate(DOCP) against
Canine Hypoadrenocorticism uncontrolled with Fludrocortisone
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Veterinary Science, Seoul 151-742, Korea

Abstract : A 3-year old, female Cocker Spaniel dog was referred to Seoul National University Hospital for Animals
with depression and vomiting. The dog was diagnosed as hypoadrenocorticism based on the typical electrolyte alteration
and the result of adrenocorticotropic hormone (ACTH) stimulation test. Initial treatment with oral fludrocortisone at
a dose rate of 0.02 mg/kg/q24h for 6 weeks period was ineffective at maintaining serum electrolyte concentrations
within normal limits. Although a dose rate of oral fludrocortisone was significantly increased up to 0.06 mg/kg/q24h
during 24 weeks period, the treatment was still ineffective. Moreover, the patient showed side effects related to the
glucocorticoid excess including PU/PD, weight gain and lipemia. After alternation with desoxycorticosterone pivalate
(DOCP, 2.2 mg/kg, IM) every 25 day, the clinical signs was disappeared and the electrolyte balance was maintain
with no side effect. Therefore, DOCP may be suggested as an effective drug in canine hypoadrenocorticism uncontrolled

with oral fludrocortisone.
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Table 1. Abnormal results of laboratory examination in the present patient with hypoadrenocorticism

Parameter Reference range Result Unit
RBC 550-850 471 10°/ul

CBC PCV 35-55 31 %
BUN 33 mg/dl
Creatinine 0.5-1.8 1.2 mg/dl

BUN: Creatinine ratio 27.5:1

Serum Glucose 74-143 329 mg/dl
Chemist T.protein 5.2-82 16.2 g/dl
y Calcium 7.9-12.0 15.0 mg/dl
Phosphorus 24-5.5 18.2 mg/dl
T,cholesterol 110-320 322 mg/dl
Triglyceride 21-87 237 mg/dl
Sodium 142-154 132 mEq/l
Potassium 4.0-54 83 mEq/l
Electrolyte Chloride 105-119 94 mEq/l

Na:K ratio

17:1
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Table 2. Fludrocortisone dose, clinical signs, serum chemistry recorded in the present patient, during treatment of canine

hypoadrenocorticism with fludrocortisone

Parameter Week 0 Week 6 Week 12 Week 17 Week 22
Fludrocortisone
(me/ke/daily) 0.02 0.03 0.04 0.05 0.06
Clinical signs Anorexia Anorexia E?};Kg;ﬁ PU/PD PU/PD
Vomiting Shivering Skin lesion Shivering Weight gain
Na'(mEq/1)" 133 129 132 130 140
K*(mEq/1)’ 7.8 6.6 5.9 5.8 6.6
BUN(mg/dl)’ 83 29 27 28 21
Creatinine(mg/dl)" 2.2 1.3 0.8 0.7 0.6
PDS Use in stressful situations (0.22 mg/kg)

"Reference range: Na" 142-154(mEq/1), K" 4.0-5.4(mEq/l), BUN 7-27(mg/dl), Creatinine 0.5-1.8(mg/dl)

Table 3. Clinical signs, serum chemistry recorded in the present patient, during treatment of canine hypoadrenocorticosm with

DOCP
Parameter Day 0 Day 12 Day 25 Day 50 Day 175
Clinical signs W;)iglif]g)ain Good Good Good Good
Na'(mEq/l)" 137 154 154 152 151
K*mEg/l)’ 6.1 5.2 53 5.3 52
BUN(mg/dl)’ 21 27 27 28 21
Creatinine(mg/dl)" 0.6 0.8 0.8 0.7 0.6
PDS Use in stressful situations (0.22 mg/kg)

"Reference range: Na" 142-154(mEq/1), K" 4.0-5.4(mEq/l), BUN 7-27(mg/dl), Creatinine 0.5-1.8(mg/dl)
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