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than group B and group A( P <0.05) .

After adaptive training the expression of COX2 mRNA was significantly

higher in group D than in group B and in group E than group C. The content of 6-Keto-PGF,  and the expression—
COX- mRNA and the expression of COX2 mRNA had no significant correlation( P <0.05) . Conclusion A-

daptive training can significantly reduce the gastric mucosal damage caused by high + Gz value and its mechanism

is related to the increase in PGI, content and expression of COX2 mRNA.
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man retinal pigment epithelial cell line with differentiated proper—

Effects of Polyphyllin I on proliferation and

migration of human retinal epithelial cells line ARPE19
Su Feifei Lu Mudi Zeng Huihong et al
( Dept of Ophthalmology Hezhou Renmin Hospital Hezhou 542899)

Abstract Objective To study the effects of Polyphyllin [ on the proliferation and migration of human retinal
pigment epithelial cell ARPE19. Methods
the proliferation of ARPE9 cells. Invasion ability of ARPE9 cells was determined by a Matrigel invasion assay.

MTT assay was performed to investigate the effect of Polyphyllin I on

Migration ability of ARPEH9 cells was determined by a wound healing assay. Real-time quantitative reverse tran—
scriptase polymerase chain reaction was used to detect ERK1/2 mRNA expression. Western blot was used to detect
the expression of ERK1/2 p-JRK1/2. Results Polyphyllin [ inhibited proliferation of ARPEH9 cells in a dose
dependent manner( P <0. 01) . Polyphyllin [ treatment reduced migration and invasion capacity of ARPEH9 cells
(P<0.01).
ARPEA9 cells but pERK1 /2 protein expression was markedly decreased by treatment with Polyphyllin [ ( P <

Polyphyllin [ treatment has no effect on the ERK1/2 mRNA and ERK1/2 protein expression in

0.01) . Conclusion Polyphyllin [ can effectively inhibit the ARPE-9 cells proliferation and migration it may be
related to inhibition of the phosphorylation of ERK1/2 in ARPE-9 cells. This study provides some evidences for
the efficacy of paradis in the treatment of proliferative vitreoretinopathy.
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