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Experimental study of tea polyphenols on hypoxia induced pulmonary hypertension in rats”
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Abstract: Objective
rats. Methods
group. Before the hypoxia state, The TP group were given TP(200 mg * kg

To investigate the effects of tea polyphenols(TP) on hypoxia induced pulmonary hypertension(PH) in
Twenty-four SD rats were randomly divided into three groups:normal control group(C) , hypoxia group(H) and TP
"« d'),The C and H groups were given normal saline
at the same dosage,then TP group kept in atmospheric pressure with intermittent hypoxia together with the H group(8 h/d,6 d/
w)in 4 weeks. After 4 weeks, RVSP, mPAP, RVHI, wall thickness of small pulmonary artery were compared. Apoptosis of
PASMCs and the mRNA expression of XIAP were also detected. Results
mPAP,RVHI, wall thickness of small pulmonary artery in H group(P <C0. 01),decrease in PASMCs muscle cell apoptosis (P<C
0.01) and increase in XIAP mRNA expression(P<C0. 01). There were decrease in RVSP, mPAP, RVHI, wall thickness of small

pulmonary artery in TP group compare with H group,increase in PASMCs apoptosis(P<C0. 05) and reduction in XIAP mRNA ex-

Compared with C group, there were rise in RVSP,

pression(P<C0. 05) in TP group. Conclusion TP ameliorate hypoxia induced pulmonary hypertension in rats,its mechanism may be
related to inhibit XIAP mRNA expression level then promote the apoptosis of PASMCs.
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FREF 201357 AF 42 K5 19 M

ACG CAC GAT TTC-3' (150 bp). PCR J% ¥ 4 4:94 C A5k
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x1 KREBEREER(TLs,n=38)

2 5 RVSP(mm Hg) mPAP(mm Hg) RVHI WTY% WAY%
CH 15.1342.90 15.1341.96 0.26+0.03 0.25%40.04 0.36+0.07
H 41 28.88+8. 34% 25.50+3.02° 0.38+0.05° 0.6340.03¢ 0.7140. 04¢
TP 4 21.25+5. 065 20.5040. 93 0.3140. 03 0.4740.07% 0.49740. 03
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