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Acute Fulminant Hepatitis following Operation

— case report —

Tae Ho Chang,M.D., Kyung Han Kim,M.D. and Se Hwan Kim,M.D.

Department of Anesthesiology,
Kosin Medical College, Pusan, Korea

= Abstract =

The change of the hepatic funchon after operation is usually mild and
reversible but they may be fatal if the pahent had already septic shock,
massive blood transfusion, previous hepatic disease, induction of microsomal

enzyme system, hypoxia and hypotension durng anesthesia.

Halothane is most easily blamed when a post-operative case of the hepa-

titis occurs because it 15 most widly used as an anesthetic agent and the

hepatitis has been intermittently reported for a long time. However, it 1s not

easy to prove halothane-induced the hepatitis clinically

We expenenced a case of fulmmnant hepattis following operation. High
fever and jaundice with the marked elevation of SGOT, SGPT and bilirubin
were appeared on 11th postoperative day in the patent of 28year old

female scheduled for retinal detachment under halothane anesthesia.

Several factors such as blood transfusion, exposure of the unrecognzed

hepatotoxic drugs, enzyme inducing drug and dewiation of genetic or im-

mune system might be attrbuted to development of the acute fulminant

hepatitis.
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A oAzt Brhet 4. #€ $ 8 2 9he 120/80mmHg, 80/min
2 Zde e FAEY 0E Bz £ % A2 FAEUL ZolghAl A7k A 747420
18 whol] APHE 24 1 ANE FHEIEA 9 e riAE vhHTh dEdE &7 F AAFZE
Z 3.#Z3 ¥4 H3steE wpolth Z Jasiey Mdavtaag F3) 54 /ming A
&E 0AET 24 FY F dxles FEHAD
= g F& F 1194 1E(39.5C)% FEE Futed
A Ao ggol vEtten oj SGOT, SGPT
284 oA Az ZHh Wy gy e s F 7} B 2,000unit o402 FA A5 Bk
22 3o Farky stA dUF e A Fe T 15978 B A7) AFRgen gas &
oz wu HY & oA A AL A8 B ojslH3 BUN, Creatinine, Prothrombin time©]
W] dstdnh A9 BA AT B4 4338 S7FE Q3 (Table 1) SGOT 1,000, SGPT
Qo HAHAY Hb 92gm% IR, AEAA} 2,000, LDH 250022 349 7|u|& Holx ¢kt
2 F3 XA, AA=AAP A Eold AFgk2 Y%L th 2 % EFFHANA Fada Ad sgode
th. 7% HAAARAANA SGOT 26 unit, SGPT 2 Ao} AFA e B ¢ F 189
29 unit, HBsAg(-), HBsAb(+), &itol79 £ = ALgsl AT
< T
Table 1. Series of Laboratory Data
post-op.
prezop 11th 15th 16th
Bilirubin (mg/dl)
total 0.6 6.1 - 10.6
idrect 0.4 4.3 - 7.8
Alk. Phosp. (u/l) - 15.4 19.7 -
sGOT (u/) 26 2000t 1000 800
sGPT (uw/1) 29 2000 % 20001 20001
LDH - 2000t 20001 -
Prothrombin Time (sec) - 21.4 20.3 25.4
BUN (mg/dl) - - 65 86
Creatinine (mg/dl) - - 8.7 11.0
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RECOGNIZED FACTORS

POSSIBLE FACTORS

Obesity

Pre-existing liver

Genetic Factors \\\\\$ k/////,Fema?e
Multiple Exposures ~— | RISk OF Hypoxia
Unexplained Jaundice HALOTHANE
after Previous — 1.\‘\-Enzyme induction
Exposure % HEPATITIS

Age

injury

Fig. 1. Recognized factors and possible factors for halothane hepatitis
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