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[X8iF | ARG ESIE, SARENBZME, AAeE&Zat 9 ALALEZOBWHAN L
B c-Jun BRI ER

[ E] BH Z4ZRIMEFLER BITACAEENALEN @R EARLEZAH O AZAEER
QBRI HI R 1 F BB - JunBZBOREKFALTERBRARBENENGXEZ, FE 40PL2BRAIEFH L
B EH DN LR BRGSO (n= 24)F B R B SEMA (n= 16), 3 LRANZ BRI IKEPIEE LD
KRBT EE ISP ANBE., RALKFEED>ARMNS A LA mO LG LEEOR OAZY L2 EFY
BEIpH F) 1A cJun B AREKF, A HEEAREER O 9B A & B R QBEIHIH 114E, 44 Genshi
AR BRERSTREINEERARDRETERTEENEARXARLERBRERD IR BRI AT HF
wHER. &R EMARNRGEASIMEARLEE QR OARALEEQBPHH LARKRL & a k&
KFBRABEBEEON OMBALERQBIPH A IMEARATACKBRARTRATREF (¥ P< 0 001).
@ FLEEOH OB cJnALALEEQH O EALEEGHITHF 1AL GensniB KNI HE
BHyZEME (r2H A Q433 Q47642 Q 457,39 P<QO1); AR A4 A F QB4 7 1ZE QKA KRFS Gensni
BRARAERSRLAAX . ERL S AR EZO8H OROAZXKFELFEMX (r=0839P<
Q 001). £5it BHBKRHRGLIEEZEARAELEEOR OAULALEEABMEH I FARAEAKRTFRAR
AOBAHEFNRES, LB PERB, AT ERER IR GEESEEFERDIRE R EREEIA L A0
FRAALS HHu, OEHEEXAT cJunFLTRAS THRBERLPEARLER OB OR X NHIAR,
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[ABSTRACT] Am To nvestigate the correlation beween the protein expressions of matrix metalloprote nase-9
(MM P-9), tissue mhbitor of metalloprotenase-1(T M P-1) and phospho-c-Jun n peripheral blood mononuclear cells of
patients w ith coronary heart disease and the characteristics of atherosclerosis plaque canbined w ith the coronary angiogra-
phy. M ethods 55 patients who had coronary heart disease and undew ent an mm ediate or selective coronary angiog-
raphy (CAG) were selected and divided into 3 groups acute coronary syndrame (ACS) group (n= 24), stable angina
(SA) group (n= 16) and conmwl group (n= 15). MMP-9 TMP-1 and phospho-c-Jun expressions i peripheral blood
mononuclear cells were m easured by W estem-Blot  Coronary angiogran s were scored according to G ensini ntegration and
analysis of the relationship betveen MM P-9 TMP-1, phospho-c-Jun MM P-9/TMP-1 and Gensini integration by linear
correlation Results MMP-9, TMP-1, phospho-c-Jun and MM P-9/T M P-1 were significantly increased in ACS
group than those in SA group and control group (allP < Q 001). @MMP-9, phospho-c-Jun and MM P-9 /T M P-1 were
positively correlated w ith Gensini integration ( separately r= Q 433 r= Q 476 r=Q 457 allP< Q 01), but therewas
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no correlation between TIM P-1 and Gensini mntegration

w ith coronary heart disease (r= Q 839 P < Q 001).

Conclusions

(YMM P-9 was greatly correlated w ith phospho-c-Jun n patients

MM P-9 and MM P-9 /T M P-1 w ere sign ificantly

mncreased but mbalanced mn the patientsw ith ACS which suggested a prediction ofmore canplex dan age and more vulner

able plaque in coronary artery

atherosclerosis
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@The activation of ¢-Jun may contrbute to MM P-9 expression during the pathogenesis of
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(n=15) (n=16) (n=24)
5 () 11/4 13/3 20/4
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DS Q 20 Q13 a 25
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c—Jun (48kDa)

Actin (43kDa)

TIMP-1(28kDa)
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