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1.KPTT () 55498 + 4.37 96498 +24.70 72.49%10.79 79.81+17.67
2.PT 14.82%£1.16 32.64+10.12 26.13£6.62 21.27%5.33
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6. DHC5CAHDJ >0.2 <<0.05 >0.5 >0.05  <0.005 0.2 >0.05
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COAGULATION ABNORMALITIES AND
CLINICAL SIGNIFICANCE OF LIVER
FAILURE CAUSED BY CHRONIC
ACTIVE HEPATITIS B

Ke Weimin Luo Zhangyan
( Department of Infectious Diseases, Sun Yat-Sen University of Medical Sciences )

Eight coagulation parameters were detected in 7 patients with severe form of chron-
ic active hepatitis(QSFCAH), 10 decompensated hepatic cirrhosis(DHC), 8 chronic active
hepatitis with deep jaundice(CAHDJ) and 13 normal controls. Malfunction of the
intrinsic and extrinsic clotting system, decreased levels of clotting factors V and V[, dys-
fibrinogenaemia that may be present and thrombocytopenia were a part of complex co-
agulation abnormalities and haemorrhagic causes in these cases on the basis of statistical
analyses. The levels of clotting factor V were 0,112+ 0,057 in SFCAH, 0.261+0.107
in DHC and 0,420+ 0.156 in CAHDJ. There were significant differences among the three
groups. These results indicate that the assay of detecting clotting factor V is sensitive.
It may show the state of synthetic function of liver and may be regarded as a prog-
nosis index in hepatic failure.
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