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Effect of taurine on proliferation of cultured pulmonary artery endothelial cells and

pulmonary artery smooth muscle cells under hypoxia
XU Shu-min', CHEN Li', LIU Jian®, WANG Pei-yong' ( "Department of Pathophysiology , College of High Altitude Military Medi-
cine, “Department of Cardiovascular Surgery, Xingiao Hospital, Third Military Medical University, Chongging 400038, China)

Abstract: Objective To investigate the effect of taurine and hypoxia (2.5% 0, or less than 1% 0,) on
proliferation of hovine pulmonary artery endothelial cells ( PAECs) and pulmonary artery smooth muscle cells
(PASMCs). Methods * H-TdR incorporation method was used to detect the proliferation of PAECs and
PASMCs and the proliferation changes by adding taurine. The PAECs and PASMCs were respectively cultured
under normoxia (21% 0,), hypoxia 1 (2.5% 0,), hypoxia Il (less than 1% 0,) and the effect of hypoxia
on the cell proliferation was observed in 6, 12, 24 h. Meanwhile, the two kinds of cells were cultured under
normoxia + taurine (0, 2.5, 5, 10, 20 mmol/L) , hypoxia [ + taurine, hypoxia Il +taurine. Results Tau-
rine inhibited the proliferation of PAECs under normoxia in a dose-dependent manner (P <0.05). Hypoxia |
and hypoxia [l inhibited the proliferation of PAECs significantly (2 <0.01). Low dose of taurine (2.5, §
mmol/L.) attenuated the inhibitory effect of hypoxia on PAECs (P <0.05), but high dose of taurine (10, 20
mmol/L) inhibited PAECs proliferation under hypoxia (2 <0.01). Taurine (2.5, 5 mmol/L.) increased the
"H-TdR incorporation of PASMCs, but taurine (20, 40 mmol/L.) markly inhibited (P <0.01) under normox-
ia. Hypoxia | and hypoxia Il stimulated proliferation of PASMCs (P <0.01). Taurine antagonized the prolif-
eration of PASMCs under hypoxia (P <0.05). Conclusion These results suggested taurine (2.5, 5 mmol/
L) could stimulate the proliferation of cells that grow slowly and inhibit the proliferation of cells that grow fast,
but taurine ( >20 mmol/L) could inhibit the proliferation of both the cells that grow fast or slow, indicating
that taurine may benefit in the prevention and treatment of hypoxic pulmonary hypertension.
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