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Effects of procyanidin on apoptosis and caspase-8 activation in HeLa cell induced by TNF-«
HOU Gan, HUANG Di-nan
(Institute of Biochemistry and Molecular Biology, Guangdong Medical College, Zhanjiang 524023, China)
Abstract; Objective To investigate the effects of procyanidin on apoptosis and caspase-8 activation in
HeLa cell induced by TNF-a. Methods Flow cytometry was used to analyze the apoptosis. The caspase-
8 fluorescent kits were used to detect the activity of caspase-8. And the expression of caspase-8 enzymogen
was examined by Western blot. Results Procyanidin (5, 10, and 20 mg/L) significantly inhibited the
apoptosis of HelLa cells induced by rhTNF-a (100 pug/L) (P<C0.01) in a dose-dependent manner; pro-
cyanidin (5, 10, and 20 mg/L) had significantly inhibition on the caspase-8 activation of HeLa cells in-
duced by rhTNF-a (100 pg/L) (P<<0.01) in a dose-dependent manner. Procyanidin (5, 10, and 20 mg/
L) had no effect on the expression of caspase-8 enzymogen of HeLa cells. Conclusion The inhibition of
procyanidin on apoptosis of HeLa cells induced by thTNF-a may have relation to the inhibition of caspase-
8 activation.
Key words: procyanidin; tumor necrosis factor-a (TNF-e); Hela cell; apoptosis; caspase-8
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Pharmacokinetics of recombinant hirudin in rats in vivo
HUANG Yu-rong, LI Quan-sheng, LIU Chang-xiao
(Tianjin Key Laboratories of Pharmacokinetics and Pharmacodynamics, Tianjin Institute
of Pharmaceutical Research, Tianjin 300193, China)

Abstract: Objective To investigate the pharmacokinetics of recombinant hirudin (r-hirudin) after iv
administration in rats. Methods Two methods, total radioisotope assay with '*I-labeled (RA), the ra-
dioactivity assay after sample deposited with trichloroacetic acid (TCA-RA), were used to detect r-hirudin
after iv administration in rats. Results Rats were given 0.5, 1.0, and 2. 0 mg/kg r-hirudin by iv. The
pharmacokinetic parameters determined by RA method were as follows: the elimination half-life #,/5. were
162. 8, 147.5, and 172. 8 min, AUC were 264. 9, 429.9, and 1 112. 9 (pg * min)/mL. The pharma-
cokinetic parameters determined by TCA-RA method were as follow: ¢,/x were 100, 101, and 107 min,
AUC were 160. 7, 327.7, and 551. 3 (pg » min)/mL. AUC were correlated with doses positively for the
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