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MAPK signaling pathway regulates chronic obstructive pulmonary disease
and the intervention effects of traditional Chinese medicine
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RIZH R UM ZHZY p38 MAPK 45T H GBE %
FIEHIGRYT IS p38 MAPK i &I, 13 W] GBE A]
REGE T I p38 MAPK 3 8% 1% 1k , AR R 4 134
K IR ZH 21 S T
3.3 SRELEM

SR B SR EEE MR 2 —, B
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(177.20 + 12.07) 1 (198.24 £10.43) U - mg™ ',
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0.73 +0.09.,0.47 +0.09, & J5 g H- 5457 25 70 - 41
LSRRI AL, A B 25 (P <0.01) & Jr b H
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