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Methods
Chemotactic activity was assessed in transwell chamber.

detected by ELISA.

Cyclophilin A;  THP-1 Cell;

Human monocytic cell line THP-1 cells were cultured.

Matrix metalloproteinase-9 (MMP-9) activity was determined by gel zymography.

Inflammation

Aim To investigate the role of cyclophilin A (CypA) in the inflammatory response of monocytes.

Human recombinant CypA was added as indicated.

Tumor necrosis factor-a (TNF-a) and interleukin-6 (IL-6) were

The protein ex-

pression of nuclear factor-kB ( NF-kB) and mitogen-activated protein kinase (MAPK) were detected by Western blot.

Results

was the main signaling pathway for CypA-induced MMP-9 production in monocytes/macrophages.

induced migration of monocytes and the expression of pro-inflammatory cytokines.

matory activities are induced by CypA in monocytes.
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CypA strongly induced migration of monocytes and the expression of MMP-9 , 1L-6.

The cascade of ERK-NF-kB
CypA

These findings suggest that pro-inflam-

Conclusions
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Figure 1. CypA induced THP-1 migration
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Figure 2. Effect of CypA on MMP-9 activity

2.3 CyPA JTEARZZMAR 1L-6 #0 TNF-o FiEAIZZMA
THP-1 481 0. 5% FBS-RPMI 537 24 h, 154

200 wg/L CypA Hlli# 24 h J5 , BEECAN MBS 3% b5 W
JH ELISA £ 1L-6 \TNF-o FIK 7810, S5 R AT,
BRI ZS CypA HIBL 24 h )5, TL-6 fOR K] G 14
I AEXE TNF-o BYZIABA M (E3) .

10 3
a

8

6 t

4t

IL-6(ng/L)

2 L

0 =AM
100

CypAfH

75t

50 -

TNF-a (ng/L)

257

0 =AA

B 3. CypA Xt EiZMAESY i IL-6 #1 TNF-o HIRME (n =5)
aJ P<0.05, 5% A2 UL,

Figure 3. Effects of CypA on secretion of IL-6 and TNF-a
in THP-1 cells
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Figure 4. Effects of CypA on IkBa protein expression in
THP-1 cells
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Figure 6. Effects of CsA on CypA activated NF-kB in THP-
1 cells
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55 10 s, ERK1/2 38 B 40 i 55 PD98059 1l il T
CypA XF NF-«B 3 8 i #3515 (161 8) & CypA %
BARZANAE MMP-O 15 PE3E5R AAEH (1 9) .



CN 43-1262/R " EShkAE L2435 2013 4556 21 556 9 795

150

Fold change

a 9

o (=] [=]
i -

b - ]
ZH4A  CypA+PDI80594 CypAZ

600
500f
400
300
200}

“Lm [

_ e p65
— — —

histone

Fold change

=A% CypA+PDI8059L4 CypAZ

& 8. CypA it ERK1/2 ifi B #iE NF-xB @ ¥ (n =3)
a N P<0.05,%5 medium ZHAH L,

Figure 8. CypA activated NF-kB via ERK signaling path-
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Figure 9. CypA activated MMP-9 activity via ERK signa-

ling pathway
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