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ABSTRACT Objective: To investigate the therapeutic effect and safety of prostaglandin E1 (PGE1) on patients suffering from hep-
atitis B related acute on chronic liver failure. Methods: Prospective tests were progressed with random comparison and single blind meth-
ods. 100 patients with hepatitis B related acute on chronic liver failure were randomly divided into the PGE1 group and control group (in-
ternal medicine general treatment). On the basis of internal medicine general treatment, PGE1 group was treated with PGE1 10ug every
day. Both groups were treated intravenously once a day for four weeks. The changes of liver function index level; clinical efficacy as well
as gastrointestinal and systemic symptoms of adverse reactions were observed and compared before and after treatment between two
groups. Results: After 2 and 4 weeks' treatment, the Tbil, ALT, GGT levels of both groups significantly decreased than those before treat-
ment, which were obviously lower in the 4th week of treatment than those in the 2nd week of treatment. The serum Tbil level of PGEI
group was significantly lower than that of the control group (P<0.05), but no obvious significance was observed in the serum ALT, GGT
levels between the the two groups(P>0.05). The incidence rate of adverse reactions of PGE1 group was 14%, but no adverse reaction was
observed in the control group. Conclusion: Prostaglandin E1 could more effectively treat the hepatitis B related acute on chronic liver
failure than the internal medicine general treatment, and significantly improve the liver function, promote the jaundice vanishing, and has
few adverse reactions.
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Table 1 Comparison of the liver function levels before and after treatment between PGE1group and Control group

TBil(pmmol/L) ALT(U/L) GGT(U/L)
Time point
PGElgroup Control group PGE1group Control group PGE1group Control group
Before treatment 330.7+ 91 316.9% 84.9 339.5+ 183.6 353.3% 126 160.1+ 80.1 163.5+ 88.6
2 Weeks 252+ 103 269+ 113.2 143.7+ 39.3 166.6x 41.7 110.7£ 51 1184+ 71.6
4 Weeks 89.8+ 53.2 114.8% 62.5 479+ 334 58.0+ 15.9 59.3% 39.7 77.5% 49.1
P value in groups <0.01 <0.01 <0.01 <0.01 <0.01 <0.01
P-value between groups <0.01 >0.05 >0.05
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Table 2 Comparison of the improvement of clinical symptoms before and after treatment between PGE1groupand Control group

Fatigue Digestive symptoms Distentio Discomfort in liver area
PGEIl group  Control group  PGE1 group  Control group  PGEl group  Control group  PGEI group  Control group
Total 46 45 43 28 25 14 15
Improved
37 32 35 19 15 12 7
number
Recovery Rate 80.4% 71.1% 81.4% 60% 67.9% 60% 85.7% 46.7%
P Value P=0.2990 P=0.217 P=0.2737 P=0.0271
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