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[ ABSTRACT] Aim In this experiment, human umbilical vein endothelial cells were induced by HHey in vitro, and
the inflammatory damage model of vascular endothelial cells was established, the effect of Diplacone on human umbilical
vein endothelial cells was observed by pretreatment with Diplacone, and further explored the possible protective mechanism
of Diplacone on vascular endothelial cells. Methods Human umbilical vein endothelial cells were used as the research
object and were preincubated by Diplacone with different concentrations for 2 h, then 2 mmol/L Hey was added to continue
incubating for 12 h, changes of cell apoptosis rate were detected by flow cytometry; the level of oxidative stress was detec-
ted by ROS cell rate, MDA, GSH-Px,SOD in cells; protein expression and mRNA levels of NF-kB were detected by West-
ern blot. Results Compared with control group, cell apoptosis rates were increased, oxidative stress indexes including

ROS cell rate and MDA were increased and the activities of GSH-Px and SOD were decreased; the expression of NF-kB
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protein and mRNA increased significantly.

After human umbilical vein endothelial cells were preincubated by Diplacone

with different concentrations, compared with Hcy model group, cell apoptosis rates were decreased in 0.1~ 10 pmol/L; oxi-

dative stress indexes including ROS cell rate and MDA were decreased and the activities of GSH-Px and SOD were in-

creased; the expression of NF-kB protein and mRNA decreased significantly in 0.1 ~ 10 pmol/L Diplacone.

Conclusion

Diplacone can inhibit Hey-induced endothelial damage in human umbilical vein endothelial cells and the

mechanism may be through reducing oxidative stress and inhibiting the activity of NF-kB signaling pathway to reduce cell

apoptosis rate and inhibit cell apoptosis.
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h, TBS-T 3% £ 3x5 min;# %, & PVDF & & i k7
fm ECL Z A, % ; KA Image J 2x HAFHAT K E
B+ 2 ',
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Figure 1. Effect of diplacone on the apoptosis rate of Hcy induced HUVEC(n=3)
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Figure 2. Effect of Diplacone on ROS cell ratio induced by Hey(n=3)
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pmol/L Diplacone FilAbHINTEH 12 254k ;0.1 wmol/L
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AT Thi e, g BRE R AT LA 0.1
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Figure 3. Effect of Diplacone on antioxidant indexes induced
by Hcy in HUVEC(n=3)
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Figure 4. Effect of diplacone on NF-kB protein expression

induced by Hey(n=3)
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Ak B 25 B X NF-kB mRNA ik KF (P<
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Figure 5. Effect of diplacone on NF-kB mRNA expression
induced by Hey(n=3)
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SOD TEIRYT shlikbfifb 5 1 & ¥ 7 HEIEH, Bl
T BRAR B E A, DR A A F X 2 2 A
i AR, BEAR AR TR B ox-LDL, M T 477 1l 45
DR a3z S e R B 00, B 1k S0 KR R R AR 1) T
A GSH-Px J&—Fh = Z A i AL, & 76 48 Bk
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SRR I BRAR, SO0 AR B S A 3G 2, 14 i 4
P10 S5 L AR TR R E 3, I 3 — 202 i 3l ik ok
REREAL I & 2 R B . MDA S48 [ Hy 4R T 16
KA AR AR B FE LT Y, S R R
WL PN Bl S aod 40T R B 9 T T 482 i I AL AR 345 ok 4L
FIREEAIRES S RSB R, 25 N 52 31
RS PR R ), AL = AR 5 2 A A B FEH
TR~ At £ /9 MDA #54E7= 97, 42 48 A o DT A
TG RE  INEE Sl I A8 P9 R 0 e, O sl ik
B KA Z AT FRATTA B 98 & BE Diplacone
%F Hey %S0 HUVEC BA R, B A %R
FPHEA RIS L D e, WL fEA B 5E
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20 A ARG 45 2 Wi AV T R A AR, M
Kl ROS 41 j b % MDA & & DL K 31 & 1k 45 b
SOD , GSH-Px 1 14 7K 3 7€ 45 2 1l J5 19 A2 4k, BF 5%
Diplacone X1 AL 5 O VE . 25 R 2B, 5XT
FRZH HE4  Hey B3N T HUVEC M TR i
T AL RIBE L, ROS 2 i LR F MDA 5 1%
I,y E AL 5 FR SOD | GSH-Px 1 M /K 7 1B FR I,
UL Hey R 38 5ok 38 0 4 A0 W 8orE T, 350 P9 e 2
ML 1 VE T, S Al B 08 7= 224 B FHAS ) vk 38
Diplacone #i &b B Hey J5 & B, Diplacone 7E 1 ~ 10
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A1k 8 5 SOD Ml GSH-Px 3% M /K F, ixX Ui W
Diplacone AJ LI it B A HH Hey 175 5 S0 A0 3P 1
Xf HUVEC 23 —E /e .
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IKEAI ] NF-kB {5 538 fi R 3800 | 380 o9 Bz 4 1)
WTER . 4 FARRIHE Diplacone Hikb ¥ HUVEC
Ja & B ,0.1 wmol/L~10 pwmol/L Diplacone ¥ & {K
HEREAR T Hey 15 519 NF-«B 192 1 1 mRNA %
IKIKF-, i X 15 B Diplacone 7] i i FEAIG Hey 755 19
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