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Effect of carbon monoxide on cell proliferation and apoptosis in hypoxic pulmonary

vessels in rats
WANG Guarrsong QIAN Pin, CAI Wenrqingg ZHOU De-shan, QIAN Gui-sheng, GUAN Song (Instiute of Respiratory Diseases Xingiao Hospital, Third
Military Medical University, Chongqing 400037, China)

Abstract: Objective  To study the effect of QO on cell proliferation and apoptosis in pulmonary vessels of rats after hypoxia for the pathogene-
sis and treating measures of hypoxic pulmonary hypertension. Methods A total of 60 Wistar rats were randomly and equally devided into 5 groups
i.e. controb hypoxia, hemin, SnPP, and CO groups. Immunohistochemical method, in stu teminal transferase labeling and Western blot were
used to investigate the condition of proliferation and apoptosis and the expression of c-myc in hypoxic pulmonary vascular tissues. Results  The
pmwliferative and apoptotic pulmonary arterial smooth muscle cells were seen spamsely in rat lungs of all groups. The proliferative cells were significant-
ly increased but the apoptotic cells decreased in lungs of hypoxia and SnPP groups by 5 and 4 folds respectively compared with those of control. But
in the CO and hemin groups the proliferation cells and the apoptotic cells were increased dramatically, both by folds of 1. 2 in com parison with con-
trol. The expression of c-myc in lungs of hypoxia and SnPP groups was elevated obviously, but decreased significantly in CO and hemin groups.
Conclusion  The proliferation and apoptosis are co-existent in pulmonary vessels of nomal and aberant rats. Tt might be the abnomal expression
of c-myc which leads to the unbalance of proliferation and apoptoss and then contributes to pulmonary vascular stuctural remodeling.
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Fig1 Pulmonary vessels show thickening and constricting in hypoxia group
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Fig2 Pulmonary vessels show slightly thickening but no constriction in CO group
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Levofloxacin and Ceftriaxone in treatment of respiratory tract infection (70 cases)
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