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Various histochemical analysis are performed to monitor the allografted liver function. Among them,
serum cholesterol which is synthesized, esterified and excreted by the liver can be checked easily and

can detect the impairment or restoration of liver function simply. We experienced a typical changes of

serum cholesterol level in 4 cases of orthotopic liver transplantation which were performed in our

hospital. The early increase of scrum bilirubin after liver transplantation was considered as hepatic

ischemic injury but continuous rapid increase of serum bilirubin was suspected as acute rejection when
we cxcluded mechanical obstruction at biliary trees and portal vessels. That pathology was confirmed
by serial liver biopsy. Serum cholesterol level was abruptly dropped down to the level of 20~40 mg/ml

at the early period of acute rejection and maintained during the rejection episod: but began to increase

when the grafted liver was responded to the steroid pulse therapy. That kind of changes were started
before the changes ot bilirubin or other liver function parameters. The Cholesterol/HDL(high density
lipoprotein) ratio which was checked every 3rd day showed evidence of increase at the early stage of
acutre rejection. These findings suggested that serum cholesterol level and CholesterolfHDL ratio might

be used as a diagnosiic test of acute rejection in early liver transplantation period.
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Fig. 1. Changes of liver profiles in patient 1.(arrow vith *means date of liver biopsy, **means trough level of
cyclosporin, *“*means the ratio of serum cholesterol/HDL. Aare days of steroid pulse therapy.)
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Fig. 2. Changes of liver profiles in patient 2.(arrow with *means date of liver biopsy, **means trough level of
cyclosporin, ***means the ratio of serum cholesterol/HDL. Aare days of steroid pulse therapy. The rejection
process might be started 2 -3 days before we performed liver biopsy.)
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Fig. 3. Changes of liver profiles in patients 3.(arrow with *means date of liver biopsy, **means trouph level of
cyclosporin, ***means the ratio of serum cholesterol/HDL. Aare days of steroid pulse therapy. We suspect
that the rejection process might be started from day 6.)
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Fig. 4. Cholangiogram, DISIDA liver scan, and liver biopsy of patient 1 on day 9. No evidence of biliary obstruction

on cholangiogram but no excretion into small bowel on liver scan. These findings together with vacuolization
and inflammatory cell infiltration in hepatocyte suggested ischemic liver injury.

Fig. 5. Needle biopsy of grafted liver of patient 1 on day 15. Heavy infiltration of lymphocytes(left-1) at portal tract
and invasion of inflammatory cells into bile duct(right-arrows) suggested process of acute rejection.
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Fig. 6. Changes of liver profiles in patient 4.(arrow with *means date of liver biopsy, **means trough level of
cyclosporin, ***means the ratio of serum cholesterol/HDL. aare days of steroid pulse therapy. Liver biopsy
done on day 6 showed diffuse necrosis & hemorrhage at left lobe due to hepatic artery thrombosis.)
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