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[ ABSTRACT]

Cyclophilin A;

in RAW264. 7 cells induced by oxidized low density lipoprotein (ox-LDL).
detect the expression of Cyclophilin A and NF-kB protein in RAW264. 7 cells induced by ox-LDL.

Oxidized Low Density Lipoprotein; Nuclear Factor-kB

Aim  To observe the effect of Cyclophilin A on the expression of nuclear factor-kB ( NF-kB) protein

Methods Western blot was applied to

Western blot was ap-

plied to detect the expression of Cyclophilin A and NF-kB protein in Cyclophilin A siRNA RAW264. 7 cells induced by ox-
LDL. Results The expression of Cyclophilin A and NF-«kB protein in RAW264. 7 cells was up-regulated by ox-LDL.

Cyclophilin A siRNA could down-regulate the expression of NF-kB protein.

Conclusion The change of the CypA pro-

tein expression could down-regulate the protein expression of NF-kB in RAW264. 7 cells induced by ox-LDL.
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Figure 1. CypA protein expression was detected by Western
blot in every group of RAW264. 7 cells induced by ox-LDL

2.2 ox-LDL 432 A [E B B X RAW264. 7 48 Bl
NF-kB p65.IkBa & B FRIEHIZ MM

B ox-LDL AL FRIN ] AYEH , RAW264. 7 Zfiffd
H NF-kB p65 & H 1Y RB BRI, 5 CypA &
FA 2R 3 — 3, 2 DL ox-LDL ZbFRZ0AE 8 h 4
FokMR R B E (K 2), IkBa & A& FER NF-
kB p65 MY LI A 8, R IA AL 5 NF-«B
p65 W H T AN, I 7] i — 2P 5 IE NF-kB p65
PR RO, 5B AHICSCHR[ S |, 7R3 T R Ay 5K
Ky #E ox-LDL ZbBRANMELH AR E] 4 8 b,
2.3 CypA siRNA iTF# CypA ATFE{R RAW264. 7 48
B NF-kB p65 B3

ox-LDL #1 RAW264. 7 4 i 1 NF-kB p65 % I
B35 W 3455 ; CypA siRNA 4L B A] ffi NF-kB p65
E ANk BT, IkBa B AR L3 5 NF-
kB p65 H (Bl 3)



CN 43-1262/R W EhIkAEIL DL 2013 4E57 21 B4

4 313

12h

oh 4h gh
S S P G -5 p65(65 kDa)

e - . | KB(X(SQ kDa)

- - -‘ B-actin(43 kDa)

o 4@ NF-«B p65 | kBa

0h 0.332+0.022 0.673+0.021
4h 0.451+0.0122 0.432+0.0122
8h 0.823+0.0312 0.235+0.0212
12h 0.621 +0.0242 0.421+0.015°

2. Western blot #ll ox-LDL 422 RAW264. 7 4 B 7 [E] B
{&] NF- kB p65.IkBa B HRIZEBIZME (n=3) ayP<
0.05,5 Oh £ LL#5

Figure 2. NF-kB protein expression was detected by West-
ern blot in every group of RAW264.7 cells induced by
ox-LDL
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