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Abstract: Objective To observe the effect of Salvianolic Acids for Injection (SAFI) on the injury of human umbilical vein
endothelial cells (HUVEC) induced by hydrogen peroxide (H,0,) and its possible mechanism. Methods HUVEC was cultured in
vitro and treated with 1 mmol/L H,0, for one hour to establish the HUVEC model of peroxidation damage. The control group, H,O,
model group and SAFI groups with different concentrations (0.05, 0.10, 0.20, 0.40, 0.80 mg/mL) for injection were set. HUVEC cell
proliferation was detected by CCK-8 method. Enzyme linked immunosorbent assay (ELISA) was used to determine the contents of
intercellular adhesion factor (ICAM-1), vascular cell adhesion factor (VCAM-1), malondialdehyde (MDA) and superoxide
dismutase (SOD). Apoptosis status of HUVEC was evaluated by TUNEL (TdT-mediated DUTP Nick end labeling) staining. The
changes of apoptosis-related proteins Bel-2 and Bax were detected by Western blotting. Results Compared with model group, the
survival rate of SAFI group with mass concentration > 0.1 mg/mL was significantly increased (P < 0.05). The levels of LDH and
MDA in SAFI group with mass concentration > 0.2 mg/mL were significantly decreased, while the level of SOD was significantly
increased (P < 0.05). The levels of ICAM-1 and VCAM-1 in 0.4 and 0.8 mg/mL SAFI group were significantly decreased (P < 0.05).
TUNEL staining results showed that 0.4 and 0.8 mg/mL SAFI significantly inhibited apoptosis. Western blotting results showed that
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Bcl-2 protein expression was significantly increased (P < 0.05) and Bax protein expression was significantly decreased (P < 0.05) in

0.4 and 0.8 mg/mL SAFI groups. Conclusion SAFI has a protective effect on H,O,-induced HUVEC injury, mainly through

increasing the content of SOD, reducing the levels of oxidative indexes LDH and MDA, and inflammatory factors ICAM-1 and

VCAM-1, and regulating the expression of apoptotic proteins Bax and Bcl-2.

Key words: Salvianolic Acids for Injection; superoxide dismutase (SOD); intercellular adhesion factor (ICAM-1), vascular cell

adhesion factor (VCAM-1); apoptosis
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Table 1 Effects of SAFI on level of SOD, MDA and LDH

(xts, n=6)
i) A/ SOD/ MDA/ LDH/
(mgmL )  (kU-g " (umol-g™)  (kU-L™D
Xf HE — 233.72£11.23  3.06+0.43  0.97+0.03
7Y — 97.63+8.14°  8.29+0.17°  1.84+0.04°
SAFI  0.05 94.23+10.05  8.02+0.52  1.73+0.08
0.10 109.21£6.42  7.99+0.39  1.64+0.07
0.20 129.35+7.13°  6.03£0.41° 1.34+0.06"
0.40 168.45+6.78"  5.17£0.34" 1.46+0.05
0.80 179.26+8.54"  4.68+0.73" 1.12+0.04"

IR H - "P<0.05: SRR Lg% - "P<0.05 TP<<0.01
P <0.05 vs control group; ‘P < 0.05 P <0.01 vs model group
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0.40 5.46+0.45 4.03+0.12
0.80 3.68+0.54" 3.87+0.177
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P <0.05 vs control group; ‘P <0.05 “P<0.01 vs model group
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