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Effect of hypoxia on phenotypic transformation and expression of MAPK in corpus cavernosum smooth muscle cells of rats
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310053, China

[ Abstract ] Objective To investigate the effect of hypoxia on phenotypic transformation and expression of MAPK
signaling pathway in corpus cavernosum smooth muscle cells(CCSMCs) of rats. Methods CCSMCs were cultured in vitro and
identified by immunofluorescence staining. The cells cultured in normoxia(21% O,) or hypoxia(1% O,) for 48 h, respectively.
Morphological changes of CCSMC"among two groups were observed by inverted microscope. The expressions of proteins
related to phenotypic transformation ‘and’ MAPK signaling pathway were detected by Western blot. Results The CCSMCs
showed positive a -SMA and-Desmin in immunofluorescence staining; after merged with each other, most of the cells were
observed with the nucleus combined with the cytoplasm. The cells were identified as CCSMCs. The CCSMCs in the normoxia
group were mostly toeng fusiform and CCSMCs tended to be hypertrophic after 48h for hypoxic intervention. Compared with the
normoxia group, the relative expressions of HIF-1a and collagen | in hypoxia group were significantly increased (P<0.05), and
the relative expressions of o —SMA, p—JNK and p-p38 MAPK in the hypoxia group were significantly declined (P<0.05), while
the relative expression of p—ERK was not significantly changed (P >0.05). Conclusion Hypoxia can induce the phenotypic
transformation of CCSMCs and inhibit the expression of p—JNK/JNK and p-p38/p38 MAPK.
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