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Effects of 2, 3, 5, 4’ -T etrahydroxystilbene-2-0 -8-D-G lucoside on A poptosis of HU-

VEC Induced by H,0O, and theM echanism Involved NF -KB Signaling Pathway
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TIAN Y ing
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[ABSTRACT] Amm To mvestigate the protective effect of 2 3 § 4,-tetrahydroxysti]bene-2-0- B-D-glucoside
(TSG) on human umbilical vein endothelial cells (HUVEC) apoptosis imduced by H,0, and further explore whether this
effect is related to the NF-KB signaling pathway and the expression of apoptosis-related protein M ethods HUVEC
were divided into three groups control group H,0, group and TSG group  The proliferation and apoptosis rates of HU -
VEC were detected by MTT and flow cytametry respectively ~ The protein expression of NF-KB p65 IKB and bcl2 were
assessed by W estem blot Results According to the MTT and flow cytametry the proliferation rate of HUVEC de-
creased significantly campared w ith control group (P < 0.01), while the apoptosis rate mcreased obviously (P < 0.01) af
ter treatng w ith H,0,.  The proliferation rate of TSG pretream ent group ncreased significantly (P < 0.01) while the ap-
optlosis rate decreased obviously (P < 0.01) canparedw ithH,0, group ~ Camparedw ithH,0, group W estem blot analy-
sis revealed that the expression of NF-KB p65 was declined and the level of IKB and bcl2 were increased sign ificantly after
pretreated by TSG (P < 0.01). Conclusions TSG has a protective effect on the HUVEC apoptosis mduced by H,0,
and this molecularm echanisn may be associated w ith its mhbiting the activation of NF-KB /IXB signaling pathway and the

up-regu lating expression of bel2 proten
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1 MEATT

1.1 FEZRHA

HUVEC 4 fi #% (4% 5 C-003-5C) 14 & + E A} %
W52, 281 B A 49 5 F 58 B | 4 B TSG (485 110844-
200908) A [E] 25 & 4= 4y % &t A = BT 7= di; RPM I-1640
x££ E Gbicol 7 a4 miE g B M M2
FAE; BEA®E.DMSO B Amresco/A &]; MTT
H SigmalN 8, EARMAWEZ T R EMBAHE
Fir; #1 NF-KB p65. KB, GAPDH $i &1 & 18 + 4= & 47
TRARANE; 1 be2 B TEFERE E CST /A F); £
&3 K B RA (A ATEE).
1.2 4ufuss s Kord

HUVEC Al 4 10% 64 7 89 RPM 16403 5%
HE 3TC. b CO, 90 AR E & T . L
Ban=—4H: XHE4H; @H,0,4: XL 300 Bmol/L
H,0, % 5 W & 4 ML A 1; WTSG 4: 10 Bmol/L TSG
FALFE 24 h/5, BAr 300 Umol/LH,0, #H 24 h
1.3 MTT A 4 B 34 5 v 70

Bt S A KA, DL 1 x 10 A /L B A

E TR, AR KBNS AKIE, AL DE
EREFRY 2h BRISERE HHPHERET
FRHAEREZ, FH% 64NFATEH. 5% 24h
J&, &340 MTT 20 UL(5 g/L), ¥ 5% 4 h/g 7 LF,
Am DMSO 150 BLAL, e 4 & T 2% M5,
FAXE R K 490 nm & W 2Rt FE, AR
(% ) =ikH4H ODE /A &4 ODME x 100% -
1.4 i 20 B ASCRS: I 4 a7 T2 2

TSGAEHH 24 h/a, A 0.2%% fR%E G 8 H
W B 2 B, B0, £ BUE, PBSIE R 23, m Nk TR A
B 7% CEEE %, 4CE R, PIELE N4 A T F,
1.5 W estem bt NF-KB p65. KB X bcR2%E&
HBIFRIE

W B & 2H 20 i, R 40 B AR R B AR 4B B R B
R EYS, BCAEXZNEEG S €., F4HI 60 bg
% B # 4T SDS-PAGE Bk 4 %, % %] PVDF ¥ £,
& o4 yre9s WA 12 h im0 1: 1000 7 &
B4 NF-KB p65. IKB. bel2. GAPDH — 4%, 4CHEH
it &, TBST & % (0.09% Tween20 #] TBS £ i
B )HEFE 10min x 39K, LA 1: 5000 % # HRP AR
ZH, EEBE 1~ 2h TBST % 3K, % 15
min KWFLXXRANEE, RA TR, HHER A B %
IR B A R ok 5 EE .
1.6 Git5T7ik

BEUr IskoR, RAEHEFZNNR 1
B, AP<0.05HZRFRITHFE X,

2 & B

2.1 TSG TANEEXS 4 57 240 H % 25 (1 52 1

BB, H,0, 4179 57 40 i 1] 57 A48 K, 4% 46 48
[, 20 B sk />, 20 M v 38 25 T TSG 45 H,0,
YA L AN BN B T 2, 20 i A A5 kTR
T (B 1),

B 1. AEHBRE ( x100)
Figure 1. M orphology of endothelial cell

MFEZBH 53 AR R H,0, H.TSG 4.
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2.2 WNEZ4EMIG A%

H,0, 40 M 36 58 % 5 % A LU B35 1 1%
(P < 0.01), TSG 44t M4 FE 24 H,0, H B E A&
(P<0.01), £ TSG Fiikb 2 e 3% H,0, X A
Y0 B, B0 Y R AR A TR (R 1)

£ L TSCX AR MAEEMNENE (v Ts n=6)
Table 1. Effect of TSG on endothelial cell proliferation

5 A W BEAE 2 it 384 5 22

w20 0.778 10. 055 100. % *4. 2%
H,0, %4 0.528 0. 034" 67.-%% 3.7
TSG 4 0. 605 £0.036® 77. %% ¥3.19% *

al P< 0.0, SXEALE; b P< 0.0, 5 H,0, AL,

2.3 WEYIFET R

H,0, 1ER G, P B 4 i 3 T Ze 0o0f JE 20 0 6 7
& (P < 0.01); 1 TSG TALHE 540 B I# T2 % 5 H,0,
R (P < 0.01), &I TSG REHMH] H,0, iF5 T
WA T (R 2).

R 2. TSCRHEFEREMIBATE (x t5s n=3)
Table 2. Effect of TSG on the rate of endothelial cell apop tosis

o #H 2 O
R4 2.0 T0.2%
H,0, 41 28.6%0 3.9 ¢
TSG 41 14.9% 3.2 "

alN P< 0.0, SXEALE; b P< 0.0, 5 H,0, AL,

2.4 TSG X H,0, FFHIAK 40 NF-KB p65.
KB, be R EHFRIERFNT

Ext AR, H,0, 4PN B 40HE 24 hJg NF-
KB p65 8 [ HIRIEIE I, KB, bel2 & R I1E Jk
b & TSC AL E G, 5 H,0, HHE, TSC 7] &3
PR NF-KB p65 8 H R, FHiE KB, bel2 85 1
FKik (P< 0.0L & 2F1 3).

3

H,0, J&iF PR, BE 51 ML E Py Bz 40 i 45 17,
SN IhRERRIE . R B SR AsR A
KIERIGEBNRZR, P B2 B i T2 (2 ik A sBESR
JELE, ks AR T Y, R, AR A AL P R 4
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Figure 2. Effects of TSG on NF-kB p65 and IkB expression
of HUVEC induced by H,0,
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B 3. TSG 3t H,0, %S89} K 40 NF-«B bel-2 BB RIAH
B0 1 HRFER4L,2 9 H,0, 41,3 A TSG 4, a g P<0.01,5
Xt HBZH H A% ;b 2 P <0.01,5 H,0, 4HHE .

Figure 3. Effects of TSG on bcl-2 expression of HUVEC in-
duced by H,0,
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YR RERLIY, (B TSC R Ei@id NF-KBAS
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P EEACFIR TS VI 6. AR ER SOIRE R, NF-
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TET M A, 20 Mo 52 3] 40 5 B8 3R a0 Ak R 356
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Fa i pS0EE B Z A5 5 8 p65 Ak | DNA 4
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BOEA KBa I REAR T bel2 ik PR — i B B 1 U
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