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Chronic Recurrent Cholangitis Induced by Carbamazepine
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Carbamazepine (CBZ) is one of the most commonly used antie-
pileptic agents. With its potent effects against seizure or neuropathic
pain, it also has several undesirable adverse events. CBZ has been
known to induce hepatotoxicity because the drug is mainly metabo-
lized through hepatic system, and asymptomatic liver enzyme eleva-
tion occurs in 5~10% of patients receiving CBZ. There are several
cases of symptomatic hepatitis or hepatic necrosis by CBZ, however,

reports of chronic cholangitis associated with CBZ medication are
rare. Here, we present a case of chronic recurrent cholangitis by
CBZ with pathological evidence. (J Korean Epilep Soc 2007;11(2):
106-108)
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Figure 1. Liver biopsy. Marked fi-
brosis in portal area with accom-
panying bile ductular proliferation
is noted. A: Hematoxylin and eosin
stain, x<40. B: Masson-trichrome
stain, x<40.
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Figure 2. Sequential changes of liver enzyme levels. Carbama-
zepine withdrawal brought about significant reduction of he-
patic enzyme level. GOT (A), glutamic oxaloacetic transami-
nase; GPT (W), glutamic pyruvic transaminase; 7-GT (@), ga-
mma-glutamyl transpeptidase.
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Cholangitis by Carbamazepine

W32 7 oA Rivleh ZhHEFol 8 27
Za0] Aglom B skxjo] QlAlorAlw) ukA] okl anti—
mitochondrial antibody”} /3¢ Hejshd AA: &
2t A1 Agtof| A wiAIg 4= Uitk R A T
AL AHHO0F ALPO £71E Hol= Agow
k] 73g-ell delA] oFgtar, 4EAd g
R i e B | s I Lt B e S 2 e e =i 5
AES AT 5 glo] o] Hst Al Agkel|A wjA|E
AT A= FHA T ‘?z“@ o *Oﬂ CBZ §%& =

.

2]
ng okE 53| CBZel| o8 e gl Oi Z)g]z‘s_:]—

sk RS e st "V‘}f&‘:}ﬂ o %‘“/} CBZel 2Jst
w3 AA] ko), CBZ9 tri-
cyclic ring %7} 7 A3 (intrahepatic small bile
duct) ol 5AS fFEsith= 54 O] 01‘3}5
CBZ ARl <Jal %HE% s

7V &3 gejooh® ARy
o7 Eﬂﬂﬁt 7(‘—;]_?_01] 1
1;}4 A G e nka
1 o= Ao =&t CBZ i%oﬂ ot &
A Tl A9, CBZ 58 % g ojdo] g
A rads 3 S7FF 345 (eosinophilia)
, Zl-_]z_;_alzj/\]_zq- 7]_ )\1?(1'4 zhﬂ-] g\o] :L/H d—
7 o] A eH, CBZ T & S0l 54
A FAEACEY web CBZel| 93t 34 B
A 7172 5ol4 g ®ES-(idiosyncratic hypersensi-
tivity reaction) el &gt Holgty 58 4 9lon, o
APES A ¢k FA B Rauk glor e’
S 71wt e 2= e 4= itk CBZel €3k vHy
GHFL A7 Wi B BaiE o] 01‘3}9'10 Ramos

O
w0 g
rﬂ o
[
o K

;

O O
o2
1o
)
—l

oy

5ol Haudk FeElelMs CBZ Fol 2d $HE HgE
W T el AAM3E] y —GT7F T7kskeiaL, 3+ 247

>~

Mg w34 (ductopenia) ©] Ho] A A= vanishing
bile duct syndrome®] sh}= Ak} om, CBZ <%t

108 | cHgtZiE s X[ | 2007;11(2):106-108

oJa el 8H o] aaio] sleim o e suEgek!

vanishing bile duct syndrome & 2t thE wpAyd
Ao &, I STutel A=) EulEo] 919,

U

<

CBZ ol o8] 54 4L gglont 7+ 247
A B4 Qe e Ael MakE nelk B S et
CBZel 9% why Peilol e, 4713e] UA olalsl &

XK=

RuR

R MEE R
CBZel 93 gt Aol Fi

o

R

45 MBSk IS wolwA elSHORE Yt
Ho] gl Aol old MIAEIR= Aol7} g, W
T

-

e Fele) wao] Way

Zole} A4z,

CBZel oJgt P2 vl =2 §RSolt: izl CBZ

glout, SRl gk
2T ek Wb, EAlo)
9 5 9les AAsh: 2

T2 Zlojty. A= CBZoll 23t 1halgke] Q1

Fdol, 710l Bare folgA kol Al F)akel

gel WA, MR gEe o e

i
ofN

=

AR/l 0l Harshe v,

REFERENCES

1.

10.

Pellock JM. Carbamazepine side effects in children and adults.
Epilepsia 198728 (suppl 3) :S64-70.

. Levy M, Goodman MW, Van Dyne BJ, Summer HW. Granuloma-

tous hepatitis secondary to carbamazepine. Ann Intern Med 1981;
95:64-5.

. Levander HG. Granulomatous hepatitis in a patient receiving car-

bamazepine. Acta Med Scand 1980;208:333-5.

. Hopen G, Nesthus |, Laerum OD. Fatal carbamazepine associated

hepatitis. Report of two cases. Acta Med Scand 1981;210:333-5.

. Gram L, Bentsen KD. Hepatic toxicity of antiepileptic drugs: a

review. Acta Neurol Scand suppl 1983;97:81-90.

. Larrey D, Hadengue A, Pessayre D, Choudat L, Degott C, Ben-

hamou JP. Carbamazepine-induced acute cholangitis. Dig Dis and
Sci 1987;32:554-7.

. El-Serag HB, Johnston DE. Carbamazepine-associated severe bile

duct injury. Am J Gastroenterol 1999;94:526-7.

. Spina IL, Secchi P, Grampa G, Uccellini D, Porazzi D. Acute cho-

langitis induced by carbamazepine. Epilepsia 1994;35:1029-31.

. Ramos AMO, Gayotto LCC, Clemente CM, Mello ES, Luz KG,

Freitas ML. Reversible vanishing bile duct syndrome induced by
carbamazepine. Eur J Gastroenterol Hepatol 2002;14:1019-22.
Forbes GM, Jeffrey GP, Shilkin KB, Reed WD. Carbamazepine
hepatotoxicity: another cause of the vanishing bile duct synsdrome.
Gastroenterol 1992;102:1385-88.



