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[ ABSTRACT ] Aim  To investigate the protective effect of 5,7-Dihydroxyl-8-nitrio chrysin (8-NOChR) on the
growth of vascular endothelial cell damaged by lysophosphatidyl choline (LPC) and its possible molecular mechanism.
Methods Human umbilical vein endothelial cells (HUVEC) were incubated in vitro, the damaged effect of LPC on HU-
VEC cells and the rivalry effect of various concentration of 8-NOChR on HUVEC cells induced by LPC were evaluated by
MTT assay. The colony formations were detected by plate colony formation assay.  Distribution of cell cycle was analyzed
by flow cytometry.  Western blot assay was used to measure proteins related to cell cycle. Results MTT showed the
viability of HUVEC treated with LPC decreased in a dose and time dependent manner compared with the cells treated with
NS group and 0. 1% DMSO group (P <0.05), while 8-NOChR could increase the viability and the colony formations of
cells treated with LPC in a dose and time-dependent manner compared with the LPC group (P <0.05). FCM indicated
the G,/M accumulation of HUVEC treated with LPC combining 8-NOChR decreased in dose-dependent, and the expression
of cyclin A and cyclin B protein were activated (P <0.05), and protein level of P53 and P21 were down-regulated ( P <
0.05), while the expression of CDK1 protein showed no change with the same treatment( P >0.05). Conclusion 8-
NOChR could significantly prevent the damaged HUVEC induced by LPC, which correlated with activation of cyclin A and

cyclin B protein and down-regulation of P53 and P21 protein.
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Figure 1. The effect of LPC on the proliferation of HUVEC

2.2 8-NOChR X} LPC {5 B HUVEC £ KIEHEK
RIF1ER

] — ¥ & 1Y 8-NOChR 5 LPC JL[H]# & HUVEC
24 h 48 h M1 72 h J5,5 LPC 414, HUVEC Ay 4=
KGR B4R (P <0.05) s 7[Rl — B[] B, 42 ]
WeFE ) 8-NOChR (3,10 .30 wmol/L) 5 LPC F:[H] 5
B HUVEC,5 LPC 4 AH Ik, HUVEC A9 3 8 1 P B
WS (P <0.05) ;8-NOChR (3,10 .30 pmoL/L) £H
ot LPC 41 % HUVEC A9 34 5 41 i 22 5 NS 41 5%
0.1% DMSO WH L3, ZRA G FE L (P <
0.05) ;1 0. 1% DMSO £ %} HUVEC it 3 i 31 1 5%
5 NS, =5 T8 i2# 5 X (P >0.05),0NY
10 wmol/L + LPC #15 8-NOChR 10 pmolL/L + LPC
L XTI R TE R AR S (P >0. 0581 2)
2.3 8-NOChR Xf LPC #i{5 8 HUVEC 4 A 52 P&
3 d=ap- A

LPC YEHF HUVEC 7 KJ& , HUVEC el AL
HN5.8% ,5 NS #H (52.3% ) 5( 0. 1% DMSO £H
(50. 1% ) AHLL , 40 M v B 5k H B R (P <0.01) 5
1Ml 0. 1% DMSO 41 HUVEC 5L 5 NS 4 1
B, ERTGEIFE L (P >0.05) ; A [F ) 8-
NOChR (3.10.30 wmol/L) 5 LPC H:[@ % & HU-
VEC,HUVEC LRI 123853 5010 22. 1% ,29. 6% Fil
38.2% ,5 LPC 4IAH L, 4 s B % B i 235 (P

<0.05) , M A[FHJE A 8-NOChR + LPC 4H [a] [ %5
ERH G FE L (P <0.05); H i ONY 10
pmol/L + LPC 415 8-NOChR 10 pmol/L + LPC
ZH X A M SRR LA S (P > 0. 05181 3)

707 ——NS
—o— 0.1%DMSO
604 ™ 8-NOChR 30 nmol/mL+LPC 4 mg/L abcdefghi
—&— 8-NOChR 10 nmol/mL+LPC 4 mg/L
—m— 8-NOChR 3 nmol/mL+LPC 4 mg/L
= 509 —o— ONY 10 nmol/mL+LPC4 mg/L
& —4— LPC 4 mg/L
Q 4
v 0 beefghi
abcefghi
> 4
S 30
S )
< 2041 abfghi
£ abdfghi
104 abghi
0_
0 24 48 72

Time(h)

& 2. 8-NOChR 3t LPC #i{5 i) HUVEC %<& R IP1E
A a i P<0.05,5 NS #H L% ;b H P<0.05,50.1%DMSO £
#; ¢ H P <0.05,5 ONY 10 wmol/L + LPC 4 Ib%i;d b P <
0.05,%5 8-NOChR 3 pmoL/L +LPC #H L% ;e N P <0.05, 5 8-NO-
ChR 10 pmol/L + LPC L% ;M P <0. 05,5 8-NOChR 30 pwmol./
L +LPC A # ;68 P<0.05,50 h lb#;h 2 P<0.05,524 h Ik
ik b P<0.05,548 h K,

Figure 2. The protective effect of 8-NOChR on the prolifer-
ation of HUVEC damaged by LPC
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Figure 3. The effect of 8-NOChR on the plate colony formation of HUVEC damaged by LPC
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Figure 4. The effect of 8-NOChR on the cell cycle of HUVEC damaged by LPC
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Figure 5. The effect of 8-NOChR on the expression of pro-
tein related to cell cycle of HUVEC damaged by LPC
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Table 1. The effect of 8-NOChR on the expression of protein related to cell cycle of HUVEC damaged by LPC(x +s,n =3)
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ajy P<0.05,b°F P<0.01,5 LPC 4 mg/L 41 [b4%,

YRR A KGR A BRI B AE KRS S A,
LT — 2O 7 A, (50 40 R R O, Y e Rk A
il 77 A R8T B A 20 ML ) 0T, SRS G S L
NS OH — B Y ERFC 4 A, 3kt 2 40
FRLJEIIT L A 3 R 2 — R AR S 5
PRI, 7 40 R 0 AN TR B B, 2 5 R0 0 4 40 i
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FElo0 AR BESE h, 8-NOChR 5 e 8 4% i 12 475 Ht
LPC X HUVEC Ay A= 4 38 58 1 i) 2% F £ =y HUVEC
B TE T R IR B Cyclin A 1 Cyclin B 25 1434
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