Interesting case (Wilson disease with acute rhabdomyolysis)
A 13-year-old girl with jaundice
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Investigations 1’7; TN.ANAUAT
- CBC: Hct 44.5%, WBC 11,500/cu mm (N 75, L 17%), platelets 114,000/cu mm
- CK 13,719 U/L, BUN 11, Cr 1.1 mg/dL; Na 128, K 3.8, Cl 87, HCO, 23 mEqg/L
-LFT: TP 5.8, alb 1.5, glo 4.3 g/dL; TB 2.5, DB 1.8, cholesterol 63 mg/dL; ALT 83,
AST 323, ALP 86 U/L
- HBsAg —ve , anti-HBs +ve , anti-HBc -ve, ant- HCV -ve, leptospirosis titer — ve
- UA: sp gr 1.011, pH 7, RBC 10-20, WBC 3-5/HPF
- Ultrasound abdomen: mild parenchymatous change of liver, liver cirrhosis is
suspected, prominent spleen, moderate ascites

Diagnosis: Rhabdomyolysis with acute kidney injury Las@sauNFNEAaN TN ATUATUINS
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Physical examination:

Vital signs: BT 36.8°C, HR 70/min, RR 20/min, BP 116/84 mmHg

BW 62 kg (P97), height 162 cm (P97)

GA: A girl of her age, no sign of distress

HEENT: pink conjunctiva, anicteric sclera, no injected pharynx and tonsils, presence of KF ring
impalpable cervical & supraclavicular LN, no thyroid gland enlargement

Heart: normal S1&S2, no murmurs

Lungs: normal breath sound, no adventitious sound

Abdomen: soft, no tenderness, impalpable liver and spleen, liver span 8 cm,

normoactive bowel sound




Extremities: pitting edema 2+ both, no sign of inflammation, capillary refill < 2 sec,
no deformity, no rash
leg circumference: upper Rt 48.5, Lt 48 cm
lower Rt 37, Lt38 cm
Neuro exam: alert, E4V5MB6, pupils 3 mm RTLBE, motor gr.V all, DTR 2+ all, no clonus,

Babinski-plantar flexion both, cerebella sign: normal, no flapping tremor

Investigations:
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UN (IW.anauAs) 31/12/2559 7/1/2559 11/1/2559 12/1/2559

CK (U/L) 13,719 276 296

urine creatinine 35.5

urine protein 5

Direct Coombs test weakly positive (PBS: mild hemolysis)

Tl 12/1/2559

24 h urine for copper: 1679.15 mcg

Serum ceruloplasmin:  0.03 g/L (3 mg/dL)

Anti HAV: negative

Anti-mitochondrial: negative, anti-smooth muscle Ab: negative

Serum osm : 296 mosm/L, urine Na 59, urine K 14.4, urine Cl 63 mEqg/L
Stool exam : mucous, no gross blood, no RBC, no WBC

Stool concentration for parasite : no parasite

C3 26.6 (N 60-140), C4 4.8 (N17-40) mg/dL

Free T3 1.73 pg/mL (N 2.3-6.9), free T4 1.16 ng/dL (N 0.78-2.11), TSH 4.5 mIU/L (N 0.2-4.2)
ANF & ANA by IFA : positive ; fine speckle type, cytoplasmic pattern 1:160
Anti-DSDNA : negative 3.4 [U/ml (N 0-100)

AFP 38.69 IU/mL (N 0-10)
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Copper-Induced Acute Rhabdomyolysis in Wilson’s Disease

ALBERT PROPST,* THERESA PROPST,* HANS FEICHTINGER,' GERT JUDMAIER,* JOHANN WILLEIT,?
and WOLFGANG VOGEL*

Depantments of *Intemal Medicine, 'Pathology, and *Neurology, University of Innsbruck, Innsbruck, Austria

Wilson's disease Is a lethal defect in copper metabolism
causing a continual increase in tissue copper concentra-
tions that become toxic to the liver, brain, kidney, eye,
skeletal system, and several other tissues and organs.
The liver is unique among these in being both the site of
the etiologic biochemical abnormality and the organ that
is always affected by copper toxicosis. Although myocar-
dial muscle involvement has been reported in association
with Wilson's disease, copper deposits in peripheral mus-
cle tissue have not yet been described. A case of a young
patient with Wilson's disease who developed recurrent
episodes of acute rhabdomyolysis Is presented, and the
accumulation of copper in muscle tissue as a possible
complication is discussed.

Complications of Wilson’s disease arc generally the
consequences of the hepatic failure, portal hypertension,
and clotting abnormalities.

In this case report, we describe a young patient with
Wilson's disease who developed recurrent episodes of
acuce rhabdomyolysis and discuss the accumulation of
copper in muscle tissue as a possible complication.

Case Report

A 17-year-old young man was admitted to the Univer-
sity Hospital of Innsbruck in 1982 complaining of fatigue,
muscle pain, loss of appetice, and vomiting. Diagnosis of de-
compensated cirrhosis with mild cransaminase activity caused




Wilson disease (lsa7adu)
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fulminant hepatic failure (FHF) 45%, neurological abnormal movement 10%, KF ring+ 70 %,
ALP #in median 99 (6 - 525) IU/L daulungs FHF 81 (12 - 202) IU/ L, low serum ceruloplasmin
89%, increased urinary copper 92%
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FHF 5%, neurological abnormalities 33 %, KF ring+ 66% , low serum ceruloplasmin 89% ,

increased urinary copper 95% “
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