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N NIE AL RE I3 o S FHIG PRI, B TR AR S IR B [ (48.64 + 4.80)/4> |, A WEAHDCH F1 Beclin & LC3- 1T ik B (P <
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Astragaloside |V promoted angiogenesis of human aortic endothelial cells after hypoxic
injury

Lu Feiyan, Ding Yanzi, Chen Xiangjian, Bian Zhiping, Wu Hengfang', Yang Di’

Department of Cardiology ,the First Affiliated Hospital of Nanjing Medical University , Nanjing 210029, China

[Abstract] Objective: The present study was designed to investigate the protection of astragaloside IV (AS-1V ) on human aortic
endothelial cells (HAECs) after hypoxia injury and underlying mechanism. Methods: HAECs were cultured in 8% O, to form hypoxic
injury models. The cells were divided into control group (C) , hypoxic group (H)and AS-1V treatment group (AS-1V , 50 pg/mL). The
protective effect of AS-IV on HAECs after hypoxia was observed, and the migration , proliferation and tube formation of the cells were
analyzed. Autophagy related proteins were also identified. Results: Compared with the C group, the cells with hypoxia presented
increased supernatant lactic dehydrogenase (LDH) concentration (25.33 + 1.70 U/L vs. 5.33 + 1.25 U/L) , decreased cell viability
(81.12% + 0.72% vs. 100.00% = 3.07% ) , cellular migration and proliferation ability and tube formation (30.91 + 3.78 vs. 62.1 +
7.56). Furthermore, the protein expression of Beclin and LC3-1I of the injured cells were decreased. After AS-IV treatment, compared
with the H group, decreased LDH release (18.33 + 1.25 U/L) , increased cell viability (85.71% + 2.48% ) , cellular migration and
proliferation ability, and tube formation (48.64 + 4.80) were observed. And the protein expression of Beclin and LC3-1I increased.
Conclusion: AS- IV can alleviate hypoxia - induced damage and may promote angiogenesis of HAECs by the autophagy signaling
pathway.
[Key words] astragaloside IV ; HAECs ; hypoxia;angiogenesis
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FEA 50 wg/mL () AS-IV I 4k S B4R 24 b, [R] A
A4 Bl SR 2H SO0 B2 T 45 1% FBS 1 ECM 85 5% 5k
U3 24 h, T TGS S (AR A B 2 41 A
123 LDH & A

BRI AL X EUE K HAECs, LA 1x10° 4/
LR T 24 FLHL, K = 80%~90%fl 4 , & T 8%0,
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HAECs 7 F 6 fLAk , 1 2 80%~90%fil
T )5 5 IRV, W 5L B T 96 FLAR , AL 60~70 wL,
37 CHEFRRI P EER 1 h 5, A FRZE oS RN 1R I
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1.2.8 Western blot
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Figure 1 LDH concentrations in cultured supernatant of

each group after hypoxia
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Figure 2 Cell viability of different groups
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24 h Je X RRAH IR X S8 LT 58 A, AR NG BE 4
7 T 3 4 B 5 B SR A B R DX el 20 AT A 4
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SAULAH L, 4RI RS W 3G I, 40 i e i K 5 )
BRAs /N, RIYRSEE WoR AS-IV AT g R B E 45 Y
S RS (513) o
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4 B 3 1 GO/G1 .S G2/M 41 %, G2 B B
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00, P<000L oo
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Figure 3 Cell migration of different groups(x40)
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Table 1 Distribution of cell cycle in different groups

(%)
213 GO/G11] Sy G2/M
Xif HE 20 075+020  0.54+0.06 0.55+022
&R 0.94+0.11"  044+0.07 029+0.12
AS-IVZH  0.83+£020 043009  0.56+0.26"

EXFHRZALLEL, P < 0.01; A4 AL, 'P < 0.01(n=3)
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) DORPR A T 5 4, A T RS K, A B B &2, 1
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Figure 4 Tube formation in matrigel of different groups (x100)
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Figure 5 Expression of autophagy related proteins in different groups
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