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A case of acute renal failure and liver dysfunction induced by carbamazepine (CBZ)

Mario YAMAKI and Ikuo YOSHIDA

Ibaraki Prefectural Central Hospital, Department of Medicine, Division of Nephrology, Ibaraki, Japan

A 56-year-old female with symptomatic epilepsy was admitted to our hospital because of acute renal
failure (ARF) and liver dysfunction(LD) after receiving CBZ for two months. She had suffered a drug
eruption caused by phenobarbital and valproate six months previously. Renal and liver biopsies presented
acute interstitial nephritis and active chronic hepatitis, respectively. Drug-induced lymphocyte stimulating
test showed CBZ positivity. Steroid therapy resulted in recovery from ARF and LD. CBZ sometimes
causes ARF or LD, but rarely induces both simultaneously, especially in adults. Pathological evidence of
two lesions other than from autopsy seems to be the first step in this case. Cross reaction with other
antiepileptic agents was also of interest, suggesting that one member of the cytochrome P450 subfamily,

CYP3A, participated in the mechanism.
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Lab data at admission

CBC : WBC 6,600/u/ (Eo 18.1 %), RBC 332X 10*/ul, Hb 9.6 g/d/, Ht 29.3 %, PIt 41.9X 10*/ul

Coag. system : no abnormality

Chem. : TP 6.7 g/d/, Alb 3.9 g/d/, BUN 32 mg/d/, Cr 3.8 mg/d/, UA 6.1 mg/d/, Na 135 mEq//, K 5.1 mEq//,

Cl 103mEq/!, Ca 8.4mg/dl, P 4.5mg/dl, AST 74U/I, ALT 76 U/I, LDH 665U/I, ALP 719U//,
yGTP 574 U/I, CPK 38 U/, ChE 237 U//, T. Bil 0.3 mg/d/, CRP 0.78 mg/d/, FBS 96 mg/d/,

Urine : prot(—), glu(—), keton(—),

occ. bld(—),
FEna 4.35 %, Unag 6.1 U/I, UBma 270 ug/l,

sed ; RBC< | /HPF, casturia(—),

Cer 16.3 m//min,

Immunology : HBs-Ag(—), HCV-Ab(—), IgG |,310 mg/d/, IgA 168 mg/dl, IgM 117 mg/d/, C, 98.0 mg/d/,
C, 48.5mg/d/, immune complex(Clg) < 1.0 ug/d/, ANA(—), anti-DNA-Ab(—), LE test(—),
anti-RNP-Ab(—), anti-Sm-Ab(—), anti-SSA-Ab(—), anti-SSB-Ab(—), PR-3-ANCA< |0 EU,

MPO-ANCA< |0 EU
Chest Xp & & U ECG : No abnormal findings

Abdominal echo and Abdominal CT : mild swelling of bilatelal kidneys

DLST : Drug CBz PB VPA
160 % 96 %

ratio 641 %

positive negative

negative

PHT
95 %
negative
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Fig. 1. Light microscopy of kidney specimen showing
marked inflammatory changes in the interstitium
(HE staining, X200)

Fig.2. Microscopic photograph of glomerulus showing
minor abnormality. Of taken 16 glomeruli, one pres-
ents global hyalinosis, but others look normal.(HE
staining, X400)

Fig.3. Microscopic photograph of renal interstitium
showing marked invasions of eosinophils and
lymphocytes. (HE staining, X320)

Fig.5. Light microscopy of liver specimen showing inva-
sion of inflammatory cells into the area of Glisson’s
capsule. (HE staining, X320)

Fig. 6. Microscopic photograph of liver specimen show-
ing partial vagueness of limitting board and invasion
of inflammatory cells into the hepatic lobules, which

corresponds to active chronic hepatitis. (HE stain-
ing, X400)
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Fig. 7.
ALP and yGTP increased twice to 8 times higher than

Changes of three hepatic enzymes

upper normal limit before admission and decreased rapid-
ly after beginning of treatment.
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Fig.9. Changes of BUN and Creatinine
After steroid therapy, BUN and creatinine gradually de-
creased to normal ranges. Numbers in parenthesis indicate
Ccr(m//min).
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Fig.8. Changes of WBC and Eosinophil
Eosinophil decreased rapidly after steroid therapy.
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