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Effect of XinMaiLong on human pulmonary smooth muscle cells exposed to hypoxia

Wu Hao',Chen Junjie?, Jiang Lei',Sun Hao', Wang Jun®,Zhang Jinsong'*

(‘Department of Emergency,Medicine ,the First Affitiated Hospial of NJMU,Nanjing 210029;’ICU,Yixing
Hospital ,Wuxi 214200;°Key Lab of Modern Toxicology ,Ministry of Education,Department of Toxicology ,School
of Public Health ,NJMU ,Nanjing 211166 ,China)

[Abstract] Objective:To investigate the response of human pulmonary artery smooth muscle cells (PASMCs)to hypoxia with or
without Xinmailong injection (XML) ,and explore the mechanism for XML to remit pulmonary artery hypertension (PAH). Methods:
Na,S,0, was used for building the hypoxic pulmonary artery smooth muscle cell model. The changes of apoptosis rate and apoptosis
associated genes were detected by flow cytometry and realtime PCR,respectively,and membrane potentials and cytoplasmic Ca®*
under hypoxic stimulation were investigated by a laser scanning confocal microscope. Results:Under hypoxia condition,the
proliferation of PASMCs was significant compared with that of the control group (P < 0.05),however,this effects can be markedly
retarded by the treatment of XML (P < 0.05). Moreover,under hypoxia condition,Bcl-2 expression in PASMCs was obviously
increased , while Bax expression was decreased when compared with those of the control group (P < 0.05). Noteworthily, XML can
reverse both Bel-2 and Bax expression induced by hypoxia (P < 0.05). In addition, XML stabilized the membrane potential and
reduced the cytoplasmic Ca** under the hypoxic condition. Conclusion: Hypoxia leads to the proliferation of PASMCs,depolarization
of membrane and increase of cytoplasmic Ca’*. The Chinese medicine XML can reduce all the effects induced by hypoxia,thereby
our work might provide the experimental evidence for therapeutic strategy for pulmonary artery hypertension.
[Key words] Xinmailong injection(XML) ; pulmonary artery smooth muscle cell ;hypoxia
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fili 8l ik % & (pulmonary arterial hypertension,
PAH) & — it RZ5 A A, AR AR 2 455 22 1 fili 2y ik
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Jr S0 i 100 A8 A B iR T I BT s R H I
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Fyt RS PAH B SCHEIR N o BRAETEOL T sl
ok S R AR S | il ) K BEL g B gk — 20
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Table 1 Primer sequence
A L5’ —3") TF(5'—3")
GAPDH GGCTGAGAATGGGAAGCTGGTCAT CAGCCTTCTCCATGGTGGTGAAGA
Bax CCAAGAAGCTGAGCGAGTGTC TGAGGACTCCAGCCACAAAGA
Bel2 ATCCCAGCCTCCGTTATCCT CCGGGAGATCGTGATGAAGT
TAEW, & 30 s SEAT 0 B R, VLSRN L3 A L5 =
YRR, ST 3K, alBlEtsts
1.3 it F7k g 10 .
A G843 M 2R FH SPSS17.0 B A kA5 43 #r z
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Figure 1 Effect of XML on PASMCs viability
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Figure 2 Effect of XML on PASMCs apoptosis under hypoxic condition
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Effect of XML on membrane potentials in

PASMCs under anoxic condition
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Figure 5 Effect of XML on cytoplasmic Ca** in PASMCs

under anoxic condition
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