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Homocysteine

WU Lin', LIU Yong', XIONG Zhao-Jun, ZHOU Bin', WANG Min', LIU DingHui, WU WeiKang’, QIAN Xiao-
Xian'?, CHEN Yan-Ming’*, and WU Yi-Ling’

(1. Department of Cardiology, 2. Institute Integrated Traditional Chinese and Western Medicine of Sun Yat-sen University, 3.
Department of Endocrinology, 4. Department of Advanced Medical Center, the Third Affiliated Hospital, Sun Yat-sen Univer—
sitys Guangdong Guangzhou 510080, China; 5. The Integration of Traditional and Western Medical Research Academy of
Hebei Province, Shijiazhuang 50035, China)

[KEY WORDS] Tongxinluo; Homocysteine; Human Umbilical Vein Endothelial Cells; Superoxide Dismutase;
Malondialdehyde

[ABSTRACT] Aim To investigate the protective effects of Tongxinluo (TXL) on vascular endothelial cells injured
by homocysteine and its mechanism. Methods Human umbilical vein endothelial cells (HUVEC) cultivated in vitro
were divided into four groups: control group, homocysteine group, TXL group and atorvastatin treatment group.  The cell
proliferation ability was determined by MTT assay.  Real-time reverse transcription polymerase chain reaction (RT-PCR)
was performed to detect mRNA expression of superoxidase dismutase (SOD). The content of malondialdehyde (MDA)
and SOD activity in HUVEC cellular supernatant were detected. Results Homocysteine significantly inhibited endo-
thelial cell viability (P <0.05). Tongxinluo and atorvastatin significantly improved endothelial cell viability reduced by
homocysteine (P <0.05). Homocysteine decreased the expression of SOD mRNA in HUVECs (P <0.01). Tongxinluo

Oficks H Al 20110124

SESTE]  RE SRR RIS E (973 I H)  (2005CB523305) #1814 19 A% 5 4> (8151008901000209) ;%R
ARFBHRIT H (2007B060401024) ¥ B

WeE Al 3 Bk Wi, BT, 3= B0 7T 7 15 A 3 Bkl B 88 4K (I B 6 » E-mail A golinfish@ 163. com. X1 55, L4, =
WREEIT, BT )7 SR RE AL I B 36, E-mail 4y lyongl1968@ 163. com. SRR # KRS, 1+, B E AL B F, B+ B 7
A T, 2 BRI 5T 7 0] R PR S HL L 9 ACRE A7 ¥ » E-mail 2y yanmingeh@ qq. coms



386 ISSN 10073949 Chin J Arterioscler, Vol 19, No 5,2011

and atorvastatin increased the expression of SOD mRNA compared with homocysteine group (P <0.05) .

Compared with

the control group, the activity of SOD in Hey group decreased significantly (P <0.035) while the content of MDA increased

dramatically.

However, the activity of SOD in TXL group and atorvastatin group increased significantly compared with

Hey group (P <0.05) , at the same time, the concentration of MDA in TXL group and atorvastatin decreased (P <0. 05) .

Conclusions TXL capsule can protect the HUVECS from injury by homocysteine.

the antioxidant of TXL.
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Figure 1. Effect of homocystine on HUVEC viability
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1. O g8 X AR P R 4 IR P KT s (3 +
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Table 1. Effect of Tongxinluo on the level of MDA in HU-
VEC (x +s, n=3)
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