C FrEEREES
23T Eiek FEradly - 2233 -

MEEREBRELE -9 KEXREIE ST RiaSE O ANEIE
B 08 R 9m B E D ThsE K B fe B WAl 4E R/ 38

NEER, 4 4

[HE] HH #EIEBFEHESTEXRHRASMEL (NSTEML) &5t AR BERATEE BRI RAMIAR
(PCI) B E2aFARELEEGH -9 (MMP-9) K PLESHBAFREHMAN, FiE HHA%2009 F 12 A—2012
%3 AAERK CCUERF R8¢ PCL& 57 692 5 NSTEML &% 108 4], AR AAAE (4 4) iR (64
#), TPCIREFZLED 2F MMP -9 KF, 4 BB CEZFRESHESE, MITOAAELZIEZRRSEFH
(MACE) #Z AW, dBAARBEREYEEESL (204), &R BARKA ( (673:153) pg/L) FodkBiR
48 ( (466 +138) pg/L ) ek MMP -9 K-F 35 T2 B ( (116 £42) pg/L ), EFHERITFEL (P<0.05), #
RAEMMP -9 & TEBARBLE, 2FAARTFEL (P<0.05); SHREFBRFAALTZFRLAES TERRAA
([ (56£5) mmt (50£5) mm ), £FHaSHBATEBEBE [ (0.45£0.07)%k (0.57£0.07)% ), £RHH
%it &L (P<0.01), MACE $9 X 2 2B RAZAS TEBERAL (BERALSRERT2A, GRS HEBAKS
A, BRSSPI A; EBREARASRERTIA, GHRSHEBAKRIA, BLSWREL2A), £2RhF4%HFE
L (P<0.05), MMP-9 5 £ 4Pk AHERZEME (r=0.54, P<0.01), H52EHrHEAME (r= -0.63,
P<0.01), %it & NSTEMI 45t 4 A% B4 ik MMP -9 K-EHEH, RISHERR ., FE £,

[XBR] FhaskER; BERK; ARLEBGH-9; Sotk; e

[hES3EE) R541.4 [ CERERIRAB] A doi: 10.3969/j. issn. 1007 —9572.2013. 07. 013

MNEER, 5. RERAREEZEGH -9 RT3t &bk ST 8365 B S PR A RRK B A A LR TE 693048
AR [J]. vEALHAES, 2013, 16 (7): 2233 -2235. [ www. chinagp. net]

Assessment Value of Plasma MMP -9 Level for Cardiac Function and Prognosis in Patients with Acute Non - ST Seg-
ment Elevation Myocardial Infarction and Diabetes Mellitus LIU Zi — dong, FU Wei. Department of Cardiology of the Third
Affiliated Hospital of Liaoning Medical College, Jinzhou 121000, China

[ Abstract]  Objective To investigate the correlation of the level of plasma matrix metalloproteinase 9 (MMP -9) with
cardiac function and prognosis in elderly patients with acute non — ST segment elevation myocardial infarction (NSTEMI) compli-
cated with diabetes mellitus. Methods Totally 108 elderly patients with NSTEMI and successfully underwent percutaneous coro-
nary intervention (PCI) were divided as diabetic group (n =44) and non — diabetic group (n =64), with 20 concurrent
healthy persons with normal coronary arteriograph as the control group. The plasma MMP -9 was detected immediately after suc-
cessful PCI operation, and cardiac ultrasonography was performed 4 week after the operation. The cardiac function was com-
pared, and 6 — month follow — up was conducted to record the major adverse cardiac events ( MACE) . Results The plasma
levels of MMP -9 of the diabetic group [ (673 £153) ug/L] and the non — diabetic group [ (466 +138) pg/L ] were signifi-
cantly higher than that of the control group [ (116 +42) pg/L ] (P <0.05), and the plasma level of MMP -9 of the diabetic
group was significantly higher than that of the non - diabetic group (P <0.05). The left ventricular end - diastolic diameter
(LVEDD) of the diabetic group [ (56 £5) mm] was higher than that [ (50 £5) mm]) of the non - diabetic group, while the
left ventricular ejection fraction (LVEF) [ (0.45 £0.07)% ) was less than the non — diabetic group [ (0.57 £0.07)% ), with
statistically significant differences (P <0.01). The incidence of MACE in the diabetic group was significantly higher than that in
the non — diabetic group (2 vs. 1 for cardiac death, 5 vs. 4 for hospitalization with acute heart failure and 2 vs. 2 for recurrent
myocardial infarction) , the difference was statistically significant (P <0.05). The level of MMP -9 showed a positive correla-
tion with LVEDD (r=0.54, P <0.01) and a negative correlation with LVEF (r= -0.63, P<0.01). Conclusion The in-
crease of plasma MMP -9 level in elderly patients with NSTEMI complicated with diabetes mellitus indicates a worse heart func-
tion and poor prognosis.
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BEMIE MMP -9 YR, #5557 MMP -9 ZELEEMHHIEA,
SO EERMCHE R TE AW, NERIETTERR
A IF 0 DAL AR
1 M&E5FE
1.1 FFSEts S Ak 2009 4F 12 H—2012 4F 3 B AR B
CCU f:fe It B 232 PCIIRYF £ 4E NSTEMI £ 108 4], £
BRI 2011 FRXELBERZSESES/ZBLEDS
(ACCF/AHA) 3t ST B E 2 ka4 E (NSTE - ACS)
HSirkEY . BRERI VR A AL O0BRER ST
BAE, MfEATReE—d it ST BUEMR ek T W B . R Fsk
BT BIERE AL, BMmEE OBEEWE; A 0IRGiRS
YK FEFAF. RENAGEERA{RE <10%, AFRBT .
HiGItRREE 4 6] (FBRFRE =5 F) IERKRH,
EHAERR (71 29) #; EMERRA 64 4, FHFRN
(72+8) %, AEFHE KR AR # EEBE 20 65
MR, FHERR (70 £10) 2, Frefme g HER R EH
KRAERMILER. SNASIGEEELERR. B, PE

C T ' Chinese General Practice

Jule 2003, ¥Yalld Mol

JFERR. BeRRm. . T EAMG. PREBEA,
ERITA BA RIS RTTE

L2 ®#sFE

L2.1 BIrhs BEAREYRBER ALK, FEEM
TT55. FOHAS T DA RS 5k R B R R S 2 R i hi vl
B - ZIRBHEENR . RYBRERZE.
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L3 &il%¥Fk RHA SPSS 17.0 &l ik - #7F 247,
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Table 1 Comparison of the clinical data between two groups

P e B ohkmmkrcoer w suE S5T  wmaex  BBE caewme fJHIKD
B R 44 25(56.8) 10(22.7) 3(6.8) 21(47.7) 30(68.2) 7(15.9) 32(72.7) 10(22.7) 13(29.5) 29(65.9)
SRR o4 35(54.7) 15(23.4) 5(7.8) 33(51.6) 41(64.1) 9(14.1) 44(68.9) 12(18.8) 17(26.6) 44(68.8)
X 1E 0.048 0. 007 0.038 0.153 0. 198 0.070 0.198 0. 254 0.116 0. 096
P{E 0. 827 0. 931 0. 846 0. 695 0. 656 0.791 0. 656 0.614 0.734 0.757

E: PCI=2RDRBBKST AR

2.2 Iy MMP -9 & BRERERXRA MMP -9 /K¥E L
BERAGIHFEN (F=4.43, P=0.000), #R®HA. 3
BRRASHRARRERBAEGRITEENL (¢ AN
3.54, 3.01, P<0.05); ¥ERMASEHRRALEEFIR
BB (¢=2.89, P<0.05, B%E2),

2.3 DETHEE. BUSHE FERRASIERER% 4 LVEDD,
LVEF HZRARFEITEEN (P<0.01), 6 A BIEHTLHE
i MACE RARN: MRRACEEFRT2 A, 2ELh
FWRARS A, BRELIUEIL 2 A; JeRERRECIREESET: 1
A, BELCHTEBAR4 A, BREOIEE2 A, BRFEA
MACE ARSI RRARNZF AR THEEN (P<0.05,
R&E3),

£2 3HBFIMIE MMP -9 K FEHE (= s, pg/L)
Table 2 Comparison of the level of MMP -9 in three groups

2H 3 Bk MMP -9
pagictiiy 20 116 + 42
|3 378! 64 466 138
YRR 44 673 £153

E: MMP-9=RFEEEEOH -9

2.4 MMP-9 5.LIfgEMXHAY MXaWER, BRR
4l MMP -9 5 LVEDD EIFM% (r=0.54, P<0.01), 5§
LVEF 2% (r= -0.63, P<0.01),
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Table 3 Comparison of cardiac function and prognosis in two groups after 4

weeks
2051 #i% LVEDD(mm) LVEF(%) MACE(n(%))
E[2 -3¢ 64 505 0.57 £0.07 7(10.9)
BERR 4 44 56+5 0.45 £0.07 9(20.5)
B4 BE 6.12 8.75 1.95%
P{E 0.00 0.00 0.04

. LVEDD = EEFHARER, LVEF = £FH M54, MACE =
AROESES; " Ay H, KRBGEIRER H

3 ifig

EREREAN (MMPs) 2—Bon 4 fshE oA 5
SRR B B B TR K AR RS, Fiowd 45 Y48 PCI RJF
Mot Ekas SIS R e R AERR, EKBERN
MMP -9 Rkl %, QMRS SALRE MiE MMP -9 /K&
FTReEMEMREIER AR, B5HE C REEAZEMX,
FESRERRART, ABFE OISR ML MMP -9
KRR A MIESE TiX— s BRRAME MMP -9 K
FRTARRERRA, BLHIRERRRE RSB RYER N8, N
B IhREEEAL.

NSTEMI /& Z RS BKW AR - 12, [ 32 0Lk i f2
FIRLHTRNREERE, Hb il E o4
HIRZE. AEK. AT, SO BLEH LR s Ry,
HRZELED A EERE N AR DA AN, FEE
BT

DEEMROLNTERE . RBHERIH, LUL4HRS
EFHNEAROEEMRNEERE, OUP ) MMPs 7] 555
RSB SNE R WO EEY . Kely SRR,
AMI 8% BEISR K i MMP - 9 ] 3% BA 72 0 DU SE 5 B 5%
JARMBH MR M) W AEZEW . ABTRERAAE. 65
IR MTE MMP -9 3w, WERRAH MMP - 9 & T8 R
#H, MMP -9 & RE SRR OAIURER R, RSP
e PRI BErIE SE O FILIED S £ 4 AL SR A PR 0 L 28 B P i B
B, BRI O MMP -9 KA R G EIR, RRAR IS 2
R, TECGOUIAKSHEFIZREL . A, (R BB R YT
%, HRRFILGILE. HPIZFEL, ARSELHS, LU
BEEER, LERRIKET M, fOEER, OIheEE" . W
RRBESIHBELREERATRE., 2. ZARENEL,
R AMILEISARHAAE, REZAESI T W, Prasad 5 K3
B PR BB R IR R R L B, WTRES B RO
FHK. MRAWRY, HRFAME MMP -9 KF¥ 5
LVEDD 2 IEM%, 5 LVEF 2H#C, 6 H i MACE H§/R
WHAE R TIEERRH, 7 AMI &3 FRR B % %
MMP - 97K AT S e 38 28 38 0 RE A M AP B SR B 0, PR
DINEE, EFHMHUE .

FBRGRFZH: (1) AMI B3 PCI AR MMP -9 3%
B, (2) SIFRRRAREME MMP -9 KB, Xl
e Hy R REE A EBEMME. (3) MMP -9 KFHR, OE
HRBRTE, OOEEE, BEAR. WHER - mERKR
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AR ARENEZEAT ROV FAT, BERIFERIAR
WAR . RBFFERA AT LAZIAF MMPs IR O UUESE S
ELEER, AROWEEAE, LHRESIHERRBE
b, EXAREESIYRIBREE R .
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