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[ ABSTRACT ] Aim To investigate the effect of ten-eleven translocation oncogene family member 2 (TET2) on oxi-
dized low density lipoprotein (ox-LDL)-treated human umbilical vein endothelial cell (HUVEC) proliferation and migra-
tion. Methods HUVEC was incubated with 0, 25, 50, 75 ox-LDL mg/L respectively for 24 h, and Western blot was
used to detect HUVEC TET2 protein expression.  Methyl thiazolyl tetrazolium ( MTT) method was used to detect the effect
of TET2 on ox-LDL-treated HUVEC proliferation. ~ Transwell experiment and scratch experiment were used to detect the
effect of TET2 intervention on ox-LDL-treated HUVEC migration.  Immunofluorescence was used to detect the effect of
TET2 intervention on HUVEC cytoskeleton, and Western blot was used to detect the expressions of total Racl (tRacl) and
phosphorylated Racl (pRacl) in HUVEC. Results  Oxidized low density lipoprotein inhibited HUVEC TET2 expres-
sion with a dose-dependent manner.  TET2 overexpression improved the ox-LDL-induced HUVEC proliferation and migra-
tion inhibition, while TET2 low expression (TET2 shRNA) further inhibited HUVEC proliferation and migration. ~ Immu-
nofluorescence showed that ox-LDL induced the formation of HUVEC peripheral compact zone.  TET2 overexpression in-
hibited the formation of compact zone induced by ox-LDL, while TET2 shRNA strengthened the compact zone formation.
Western blot showed that ox-LDL inhibited the expression of Racl protein in HUVEC.  TET2 overexpression increased the
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levels of tRacl and pRacl in HUVEC, while TET2 shRNA further decreased the levels of tRacl and pRacl.

Conclu-

sion Oxidized low density lipoprotein can inhibit the expression of TET2, which regulate HUVEC cytoskeleton, so as to

inhibit the proliferation and migration of HUVEC.
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Figure 1. Effects of ox-LDL on the expression of TET2 in

HUVEC (n=3)
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Figure 2. Effects of TET2 on the proliferation of HUVEC
induced by ox-LDL (n=6)
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Figure 3. Effects of TET2 overexpression plasmid and
TET2 shRNA plasmid on the expression of TET2 in HU-
VEC (n=3)



1120

ISSN 1007-3949 Chin J Arterioscler, Vol 23 ,No 11,2015

Transwell S50 (8 4) AR SH (18 5) 4550 %
W], ox-LDL W] R4 ) HUVEC i, TET2 i 3 3k i
TR E A {13 ox-LDL b B (% HUVEC i £ 41

T P N -
ot B ~,B '}'

"0':. ._' o :if}"

4. Transwell SRILEER( x20,n=3)

LS IR RS, 1M TET2 shRNA i kb 2

194 — i
HoE e Biu MOT M e

h4

-~ S |
» 150
(0]
Qo
5
2 100
o]
o
5 50 a
© b
>
S oA
A B c D

A HFIRLL B N 50 mg/L ox-LDL 21 ,C 4y TET2 it 3k Fk: +50 mg/L ox-LDL #,D Jy TET2

shRNA k7 +50 mg/L ox-LDL 4, a y P <0.05, 5XFRELLHLE: ;b P <0.05,5 50 mg/L ox-LDL 41 H3%

Figure 4. The results of Transwell experiment ( x20,n =3)

n
o
J

—_
&)
1

Migration distance (mm)
o
1

b
0.5 4
b
04
B C D
5. MUREWLER( x4,n=3) A KXFHRZE B H 50 mg/L ox-LDL 4, C 3 TET2 3 335k +50 mg/L ox-LDL 41, D 2 TET2 shRNA

JEHL +50 mg/L ox-LDL 41, a A P <0.05, 5% R4 H# ;b 4 P <0.05,%5 50 mg/L ox-LDL 41 F4

Figure 5. The results of scratch experiment ( x4,n=3)
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Figure 6. Effects of TET2 on F-actin in HUVEC ( x40)
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Figure 7. Effects of TET2 on the expression of Racl in HUVEC incubated by ox-LDL (n =3)
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