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Bk RfE R £ ER A TRMNG . FE WINERUBT @K, PRARARKECARAEEARERLITTFR, HA%
BB .C R % G 5 mg/L. 20 mg/ L.100 mg/L & C R B %& @ 20 mg/ L+ & & AT 10°mol/ L 4, A& & %
ESHAEHFREOBHERENEE D MPEAI LR ELEOB2NER, R TOLRGPESMEF,C
BRE%EEB Smg/L.20mg/L A= 100 mg/ L A A4 5 & G2 69F O X F REAAER S 3 &, 2 IRARMME, ¥
BFrRaxBa, A+ CREEA 20mg/L A 100 mg/L 25 % A3t Bm £ H 8 F(P< 0.05); fm &R piTFa
R BEATEATFAZKT CAEEEG 100 mg/L 48(P< 0.05), #HFREOMBERLERE T, MECREER
REH e, mIa N R 4B & Q82 mRNA AKX B 840384, ZIRERB M, MERRTTARBIHER. &
B CAEZRATHARIEARGUBT @G, TLRAARSAZOB2HAX AR TRIFRAC—FZFNEER
B,AXCREZEOLEFHABETAE T AR LER L EERN A K ERXKRER, EFE—FHFR.
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[ ABSTRACT] Aim To investigate the effects of C-reactive protein ( CRP) on expression of matrix metallopro-

teinase2 (MMP-2) in U937 cells and the influence of CRP on matrix remodeling in atherogenesis and plaque rapture.
Methods U937 cells were cultured in vitro and intervened by different concentrations of recombination human CRP
and provastatin [ a: control; b: CRP 5 mg/L; ¢: CRP 20 mg/L; d: CRP 100 mg/ L;e: CRP 20 mg/ L+ provastatin 107
mol/L].
MM P-2 protein was measured by Western blotting.

The MMP-2 mRNA was determined by reverse transcriptase polymerase chain reaction ( RT- PCR) and
Results In comparison with the control, the expression of mR-
NA and protein of MM P-2 significantly increased in 5 mg/ L, 20 mg/ L and 100 mg/ L. CRP groups ( P< 0.05), and this
Comr

clusions CRP can enhance the expression of MM P-2 in U937 cells and may cause advanced inflammation in atherosclero-

up-regulation of the expression of MMP-2 could be inhibited in CRP 20 mg/ L+ Provastatin 10 mol/ L group.

sis plaques. It may provide an explanation for the phenomenon that patients who have high concentration of CRP are

prone to have atherosclerotic lesions and plaque rapture.
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HEANEE L A% gG( RXELENF), AR
WB(LEHETNE),DNA 4 FERE. EOGL T E
PR RNA 48 Trizol IRA( LA T A4 2
8)), —F kIR R S WAL RN (reverse transcrip-
tase-polymerase chain reaction, RT-PCR) X7 & ( A
# TaKaRa /A &), MMP-2.Bactin 3| #7 4 & (4t X
ZH BN F]), RPM 11640 3 35 £ ( Gibeo A ), B 4F
& (AL M ZEF /A E), Super Singal 2 & H K|
£ (PIERCE A &) .
1.2 ‘ApERSFH

ANBEAZEMF U3T 4 HIE B L & A 1% 4
FLBT U937 4 fitk, £ & 10% f&4F & 79 RPM1
1640 £ B g A K, MY WA AE 1 x10°, &
T 25 em® BFH, 37 C.5% CO, TH 45 W B 5, 2~
3RBF —K, AREKFEEER BERESH
M4, 23RN 50 mL B L E, 1 500 rpm B4 2
min, ¥ EERBBR =, mAFERE AL, RITHE
A% L2WBl MBS RRBASEER. A
4K % G Xt B4 .vhCRP 5 mg/ L.20 mg/ L..100 mg/
L % rhCRP 20 mg/ L+ & AtT 10 mol/ L 41, 4k4:
¥ % 24 h J7 I T Western blotting % RT-PCR. #
NEBREE 3 K.
1.3 Western blotting #&3?

BEAETRERTEERERAG U7 4T
0°CH 4 e %, T 4°C.1 500 rpm &2 5 min, f&
HEBCE RN ED RN SIRTE LER, WL
5ERBAKTANEFZAKL A 0.1 mol/L Na
Cl, 0. 01 mol/ LTrisCI( pH 7. 6), 0. 001 mol/ L. EDTA
(pH 8.0), 1 mg/ L #7/kEE, 100 mg/ L % ¥ & B B &
(PMSF) | 28 4 fg, A 5 R im N F AR 2 x
SDS ¥ A B 28 v i K 2E BB AR . KA R e B
10 min, A # = A& EZ (X *f DNA # 47 & 97, £ & 10
000 g B4 10 min, B EFRBT A —FF, FEN
EH. W20 WL BEEMHEAT 12%SDS BRA M
B gE I vk, MG R EN IR A £ R | B 5
DAL AR R ENRR, I G MR %
FHEHRN & 10% Bt i 9 8 & 0. 1% Tween-20 Y
TBS & & M 2 h, Al & 0. 1% Tweer20 # TBS
(TTBS) % /E 3 K. HRILA MMP-2 —HLL 12 300
TTBS ## K, GRHBRTEREITCRA 2 h. 5
#£—41, TTBS %3 KB A1 500% B F TBS #3F
ik 1gG =4, K2 1 h. F & Z#1J5 TTBS % 2
K, PBS E R 1 Ko HERAFXHRANE W E
FpA#HATRE, £EEFRA LEKL 1 min, T F
ANEELAY. BOLAHR T ENE G L= H#,
HTKENE R M. UMBHEANREEAN 1,
B tH 254 5 R AR BB

1.4 FEERBEETER SN
HRERBREAFHBEABOEE N, WA 1 mL
B RNA & B9 Trizol, ¥ Trizol & & Bl 4 f7 K
RNA. RNA & % & J 1T RT-PCR, & i+ 5| #1 F
1, MMP-2 L+ #  5ACCTGGATGC-
CGTCGTGGAC-3, T Vi 5TGTG-
GCAGCACCAGGGCAGC-3 (447bp); M % B Bactin
Fi# 5ACACTGTGCCCATCTACGAGG-3, T# 5
AGGGG CCGGACTCGTCATACT-3 (621 bp) . #%
B8 — % 3% RT-PCR R Al & &9 (& F 3% 98 An N & F# B
FRA, B AW EE 50 UL, £ PCR $ 18 3R AL,
50 C 30 min % 94 C 2 min J&, LA 94°C 305,55 C 30
s,72°C 60 s ¥ % 30 MG, B 5 72 CHEMH 7 min.
P 1% 37 8 A% % Fx 0 AT B B Lok, TR I &
WERER G, BT ENEG T, #HATREN
R M. LAE—# & 8 Bactin 5 S EIERIE, 2
BAWRKEM/A 1, LB HEKE LT BAAM L EE.
L5 GirFEah _
¥ A SPSS10. 0 #AT 43t 447, A B EA «
*s &oF, AR B E R LR XA F £ 42 47, SNK
ERFHER. U P<0.05 AF&HHFE L.

2 HR

2.1 AEHCREEAXM UBTREEREES
A 2 ERF

FEAGEKE S LA T 72 kDa 4b7] L — 27K
Zafr, xRN MMP-2. 2K B 4, W W BE A
rhCRP W& BE RGN, 2 F X EZH . thCRP 5 mg/ L.20
meg/ L} 100 mg/ L 41 85 [ 3128 19K B AR XHE TR 1%
SRR, TSR YT TZE 40 AR 1 2K AR RHE 7 B
E/NF thCRP 20 mg/L #( E 1 M 1, Figure 1
and Table 1) .

1. U937 HERERBRERM 2 ERAKE M A mak
er, a NZ XA, b W AEA C M A S mg/Lxeg , ¢ NAHE
HCRMNEA20mg/LH, dANEHCRFEEHA 100 mg/L 4, e
AT T T4

Figure 1. MMP-2 expression in U937 cells
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2.2 ANEHCRMEBX U7 AREERERE
B 2 mRNA RiEAYS N

RNA FEMI Asso/ AasofBHII KT 1. 8, $R/RFE i
P FEE S, RNA PR fE, JF HIE M B & B i s
e, PCR =W 3 e i it e B3k &5 R B R, BE &
rhCRP R340, U937 4 fi 3R 1A MM P-2 mRNA
TRV B BT 1 v, AR BEAH X B 35 B v T T R
Ho Mg RMyT T4 5 rhCRP 20 mg/ L 4LAHEL
A B PRI ( ] 2 F13E 2, Figure 2 and Table 2) .

x1L ARACREERREXMETTIHEEREEERME
2EARIEMBXNKEME (v s, n=3)
Table 1. Protein levels of MMP-2 in different groups of U937

cells

Yl 4 20 A 2K EAE
SRR 1
rhCRP 5 mg/L 1.3%0.1
rhCRP 20 mg/ L 1.9 %0.2°
rhCRP 100 mg/ L 3.9%0. 4
thCRP 20 mg/ L+ YT 10°mol/ L 1.4 %0.2°

a: P< 0.05, b: P< 0.01, 5= AMBALLE; ¢ P<0.05, 5AE
41 C R A 20 mg/ L 4 AL

El2 U937 WEEFREEBERE 2 mRNA KF M A
marker, a NTEEAXIRA, b ANELA C KMNEM S mg/Lxeg, ¢ A
ANFEHCRMEA20mg/L 4, d FAFELA CRMEH 100 mg/L
H, e ATARMIT T

Figure 2. MMP-2 mRNA expression in U937 clels

®2 ARACREERREXMETIHEEREEERME
2 mRNA FEHIEMN REE (« Ts, n=3)
Table 2. mRNA levels of MMP-2 in different groups of U937

cells

4 532 AR K AR
2R 1

rhCRP 5 mg/L 1.4%0.2¢
rhCRP 20 mg/ L 2. 1%0.3"
rhCRP 100 mg/ L 4.2%0.4"
rhCRP 20 me/ L+ EAAIT 107 mol/ L 1.3+0.2°

a: P< 0.05, b: P< 0.01, 5AXNBALE; ¢ P<0.05, 5ANE
41 C RFIE A 20 mg/ L A L.

3 T

AR A FEIA A, CRP MU Z —
Pl R MG bR B9, HAGIEF RERTREH, B
B2 58 As FIE R 1E AN As BEHURR & 2 44
Prdrp, RELA K&K CRP Y. 1985 4E Vlaicu
Sl N T SRR AL R R AR CRP 97,
HIRUER CRP 1E As A FAFE. B REM AR
B, CRP 7E N\ 28 1E# & R 3h ik L iR, (27 3 )5
1) 30 fik P 65 B 7 1 7 R 50 ik ks R B e A gl A H
M LB 5 BT B R /N 38 0, CRP LRSS £, TR
s E BB SR TR B E A DG . 78 R PEAH MR
DX 45k 4 1) 2 SR BB BT R (1 30 2%, CRP 4 58 S o 55 5,
& & I8 R A BEERAZ 0 CRP H0 35 52 N H5 58 (2 9¢
HiE) o AR EE MG CRP /KF 5 H bR
Bl ik N 7 £ MR £ i 2 (B A7 AEAH S0, $27R CRP 7]
BB AT E 7. R CRP 7E As HH AU B
ifE N RN EWAFTE, TEE As ST AT R H B
HRAIEH

Pasceri 251810 CRP 5 A Jr % ik 9 Bz 4 i s A
FEAR BNk A Bz 40— e 7E AR R B, R B4
(R B 23 7Rk 19 00 10 £, I8 40 kG B 2 7 22 E
IR Z AR W 1G4 P TR RS B T
P B 4 B 9k B2 441 B 1 R A DR B0 D 1) S B A2 AR, T
140 M5 P R B O 1) I B A% Bl 1) 3ok i DG
YER . 54b, B W5 R W, CRP & 7T 2 3k 5 4% 40 g
AL BRI T 1 [0 2, AT A5 B A% 400 % P B2 400 i 1)
RGP R S8 s AT R N R R — AL R AR
FIE T I A 5 AT ) i 0 2 Y Rk A R T
Je A EAR 7, IR 3 B i B 1 AN, (R E o JH
B RAEAT R B As 1A ORI AL,

ARG 4 R I, CRP Al {E5E H /KT & mRNA
AR B U937 A feRiA MM P-2, 21 CRP 1)
BERESURREE AT RS As TR RA) I I E ML 2
—, 17 H, fEBEHIE G« ShE B e 25 & R R R S 8K
(1) CRP BRAAIE o ml Jd (i a3k oy B 4 e 2 e/ g
YA MM P-2 RIA TR AR e, #5280
P, TR S RSB ZE A AE . I REFF TSR WA,
AR EROLRHEHEME CRP KFE 5~ 10
mg/ LI ZEIX— /KPR, CRP HYFA 2 DL A
B AN BB % E AR IA MMP 3. HA2, DL
FEWTE 98 3 B, A2 B 4 I Bk A 40 o DR A JRk s T A
CRP T} & K4 10~ 40 mg/ L, H & 7] ik 200
mg/ L. FH, BT CRP KHI7EBLEL F &6 AT AR
PR PN 41 i 5] B 22 0k 40 W CRP, AT As BEHe 4 1
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CRP & B AT g 3zs 1 T 1 2 A s AL Y[Rk,
PAESIR L R T 5 mg/ L+20 mg/ L 1 100
mg/L = MR E, KBUE o0 B3 AN 1 g
CRP ZACFAHTF, 3R TEIX = /MR FE/KF 1, U937 4
ik MM P-2 23 38, 2 9R FE AR e, T X At
TG, MMP-2 RIS & A K- & mRNA 7K-F
PR, 3R IR AR YT AT LASIH] rhCRP 512 (1 40 i
Ik MMP-2 380, it — B uE st 17 AiT R4 8 it
FAELEROT,

LATH RTS8 LR AEE A & mRNA KP4
AAESET CRP XF U937 4iffusRik MM P-2 B {2 dkE
H, ATRe 2 R e T i — 2 R R A R, E R
o ABR, FARL AR LS R AE 5 i 8% 55 7 AT
B — P .
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TP SR A4 R R TR A5 5 5 4 5 3] R E

E ROV ESUEAT PN F &S LS -1 b
VEZARAE A — 3348 5 R AU XA, BE T AR
W, S EBE S, N2 HUR T BTAR i, JTISABIAh . SR
TIAE S 8 TAR R I, T 32 A4F 3% 2 RS 25 SOk 26 4 (K]
R IRE A, 75 {3 FH 44 18] R T8 (0 3 SCHE 5 I AR AE BUE )
() — A3 4 ] AR A, B RO R, W derived 13X 1],
B RIRNE, B AT, BF P RATAE; @S A M
¥, FECF R RN B A — 2, NG 85 A (apolipoprotein) ,
Y85 N apo TG, B EH Apo A apo W 5%, ¢IH
RN, A I AR SCE b, A R AR R A, A IR 44 98 R 15 AL
PI=AN U, BT 8, A w2 R 46 5 1A kA B T HL,
BRI, AN, REHE, ZERAR %K.
FLET I, ARG —, TR B SO v 42 38 ARl 98 5
748 5 W R AR I T BLE , BT .

1 ZBEAREEIMNEINWFEAN, ~BFEHNG 2T 3
ANBUF ), A AT AS 98 S 4 5 R an IR R IR R A R R
e LS B PR P B A 4, I R e T (B ek A O 9

G4k
2 SUEE L SRBEA] | IE SO R bR R 4 R AR A AR
FEB B 4215 AR T, AN S S04 5 1 R ACE .
3 BREMAEAREFHESHEM, N T R E, eSS
W A MBS, 2RSS 2005 B AR AR TE 2
4 BRSSO AE S A R A B AL R R TE R, 2 R IR R
kR E: DOCRR(FE LR, 455 3H) « WK R
B A HE [H BE ( very low density lipoprotein cholesterol,
VLDLC) -k FEE 1L (atherosclerosis, As) &,
5 N HEHEENF IR AHEZEH
6 FE 455 TR A A HEF R ARG8T, W E
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