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The Usefulness of Serum Transforming Growth Factor £,
Measurement in Chronic Liver Diseases

Keiko Takatori, Shinichiro Yamamoto, Tsuneyo Ohumi, Kenji Ohmoto,
Seiji Ideguchi, Ryosuke Yamamoto, Yasuhiro Mitsui,
Masakiyo Shimabara, Kazunari Hino and Yutaka Hirano

We examined the usefulness of serum Transforming Growth Factor-8. (TGF-8,)
measurment as a marker of hepatic fibrosis and carcinogenesis in chronic liver
diseases. The mean value of serum TGF-3, in the control group was 0.90+0.31ng/

‘ml. In contrast, the mean values of TGF-, in patients with acute hepatitis (AH),
chronic hepatitis (CH), liver cirrhosis (LC) and hepatocellular carcinoma (HCC)
were 1.92+0.66ng/ml, 1.57+0.65ng/ml, 1.98+1.76 ng/ml and 2.19%1.01 ng/ml
respectively. In CH, serum TGF-g, showed high values in the order of CAH,,>
CAH,;>CPH. In LC, it was higher in the decompensated state than in compensated
state. In HCC, the serum TGF-g, level exceeded 2 ng/ml in 41.2%. From the above
findings, it is suggested that measurement of serum TGF-g, could be a good marker
for chronicity of liver disease and also for carcinogenesis in liver cirrhosis. (Accepted
on October 22, 1993) Kawasaki Igakkaishi 19(4) : 293—298, 1993
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Table 1. Method of serum TGF-3, measurement.
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Table 2. The mean values of serum TGF-g, in various liver

diseases.
n Mean+S.D. p
(ng/ml)
Normal control 7 0.90+0.31
Acute hepatitis (AH) 5 1.92+0.66 <0.05
Chronic hepatitis (CH) 41 1.57+0.65 <0.01
Liver cirrhosis (LC) 24 1.98+1.76 <0.01
Hepatocellular carcinoma (HCC) | 17 2.19+1.01 <0.01
Alcoholic liver damage 5 2.19+2.21 n. s
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Fig. 1. Distribution of serum levels of TGF-g;.

Table 3. The mean values of serum TGF-g, in CH and LC.

CAH,, cases showed the highest value in CH, which
was significantly higher than CAH,s or CPH. In LC,
it was higher in the decompensated state than in the
compensated state.

n mean+S.D. (ng/ml)
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CPH : Chronic persistent hepatitis
CAH : Chronic active hepatitis
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Fig. 2. Correlation between serum AFP
and TGF-p, values in HCC patients.

Fig. 3. Immunohistochemical staining of
TGF-4, in the liver tissue of a LC
patient by the ABC method, X75.
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