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[#8 E]a#.: FiTOEFEFREBEHE -2(Matrix Metalloproteinases—2 , MMP-2 ) 3z H: M #il K -F ( Tissue inhibitor of metallop
roteinase 2, TIMP-2) 5.0 FEE (B8 B A OINEE AF R R & & 358 49 SIEFE M GSEMERT 7d) 5 YR EF 47
Bt O RE N B BE M, KA ELISA MEBT4LI0E MMP-2 ., TIMP-2 /K%, 3 FIE BB A R E E B NEN
Ko £ R (1) BEIHINTE MMP-2 KB B8 TEEM(P<0.05), HS5EBHNARR/PEHLIEHKER(r=0.345,P<0.05),
TIMP-2 KFEFEFBIH SEARUAR T ER(P>0.05), Q)FHARELFARKTEHBE TERA(P<0.01), £#& . FHASE
B MMP-2 /K P E A S, BH.CIIBETALI T & W RER FEUFE B R E L0 FREYT KHREEZ —,

[k ] LWz R4 REEORE
[PEEESHEFESIR41T

[ SckARiRES ]A [ ¥c¥2 B 89 ]2009-09-03

Relationship between matrix metalloproteinases-2 (MMP-2) and atrial

fibrillation
LI Shu-min et al
(Faculty of Laboratory Medicine ,Clinical Medical College of Jiamusi University)

[ Abstract JObjiective: To investigate the relationship between matrix metalloproteinases—2 (MMP-2) and atrial fibrillation, also to
investigate the relationship between MMP-2, cardiac function and left atria diameter of patients with atrial fibrillation. Methods :49
patients with persistent atrial fibrillation were included in the atrial fibrillation groups, and 47 patients with sinus rthythm were selected in
the control group, the serum concentration of MMP-2 and TIMP-2 were measured with ELISA. The size of left atria diameter were
detected with Doppler Ultrasonic cardiogram. Results: (1) The level of MMP-2 in atrial fibrillation group was significantly higher than
that in control group(P<0.05), there was a positive correlation between left atria diameter and serum MMP-2 levels in the atrial fibrillation
group(r=0.345, P<0.05). The level of the serum TIMP-2 showed no difference between the atrial fibrillation group and the control group
(P>0.05).(2) The size of left atria diameter in atrial fibrillation group was significant higher than that in the control group (P<0.01).
Conclusions: The levels of serum MMP-2 increased in patients with persistent atrial fibrillation, both rose with severity of chronic heart
failure. Rising of MMP-2 levels is one of the reason that left atria enlarged in persistent atrial fibrillation.

[Key words ] Atrial fibrillation; Matrix metalloproteinase
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BEREH LA OBRRE 2 —  REZREEHE NI LB
P RRET AL BN ER, h  BI &2 SR IR AL
TRREEERS . MMP-2 25150 0 B 3L R AR A AR R 2 —
R BT FBY T ELOIIR (Dilated cardiomyopathy, DCM )
BEROFHS MMP-2 B R RIKE K 1R R 2B 50
GBI fH MMP-2 52 B AR I 06 R 1238 , A SURER I
MMP-2 5B EIIER

1 MREHZE

1.1 BEAERH

SHEAH ; BAHIIERE 2008 4 3 A ~2008 47 8 Aokl
2EH B S — BB O R B RS G (R T KT 7 d)
B 49 61, 5B 25 5], 4 24 B, AR 31 ~74(52.17 +
10913 , LIRS SRR IRERAL.CIRE S RARTE,
T4 10 %], W% 13 ), T4k 12 4], V4R 14 6] Hor , ROBAEC
B (Rheumatic heart disease, RHD )10 ], Ak sh ik ki REAE 4L
‘I‘ilbﬂ&ﬁ(Coronary heart disease, CHD)13 ] , 3 3§ B0 LGS
(Dilated cardiomyopathy, DCM) 12 #1, & iliLfE 14 #1, HHERIR
B eS8 As 0sEE TELCBEREI N, B %
BRI A8 5 B IR AR DT I RIE BT RS2 1 O R R A 47 41
Hi 58 24 5], 4 23 1), EES 31 ~ 72(53.86 £ 12.46) %, HAuL
IR T 40 10, 4% 12 ], 4% 15 6, IV 10 Bl SR
BT T 22 R/ NAIIE B A RSB INT 75 %,
MR O RR e  TORRAESE  TO s L SRR S, BT
WX 15d WRARAT B S2ARBEE AL B KR EeHhms
TR Angiotension converting enzyme inhibitors, ACEI Yo

BMETIER &K L% PEMUR A #KM 5 ml,
3 000 r/min B0 15 min & B _E B M 3 ml B -20C Ik
1R FF #5  MMP-2 5 TIMP-2, L F i BBK 4o 48 T B 9 536
(ELISA ) i MMP-2 TIMP-2,, X5 &H RS L84 Ya
FRARIRAERF G, IR S U B BRI T .
1.2 %it$am

HRERORCR S EEAS ¢ ARTS 9% £ brtfEZE (v 2 9) K
N, VRGN LR 5 254307 , 4L 18] LR Rt S A A
BB, B P<0.05 FEFAGHFE L, KT R ASPSS
13.0 Feitikfs.

BB 1175 MMP-2 7K (8 468.53 + 1 326.29) pg/ml B
BETEMOEY(T 840.94 + 1 277.88) pg/ml(P<0.05), FHER
b ThEe 1 74 (7 098.48 +447.07) pe/ml, Do HIfE T4
T4 (7 860.23 + 1 048.44) pg/ml LoINHE MMV (8 781.54 =
1262.84) pg/ml Fe.LrSHREIV & T4 (9 749.39 + 551.74) pg/ml
B L7 MMP-2 7K B #HE n (P<0.05) ; BB o RHD F4H
(8 541.10 + 1 425.42) pg/ml . DCM TF4H (8 670.53 =1 296.98)

pe/ml 75 IR 40 (8 272.31 = 1 453.35) pg/ml J CHD W4
(8 460.65 + 1 259.29) pg/ml # M1 F MMP-2 /K2 7 T4t
2R (P>005); TIMP-2 /KF7EHEIZ (8917441 052.44)
pg/ml SEMELEA (8 847.73 £922.17) pg/ml A ZEHF 4t
7% X (P>0.05) ; BRERALIN 7 MMP-2 /K F 5 B NZEAEH
Kbk, BIEAE3(=0.345, P<0.05).

30 ®

ASLEEE R BoR RSB BUR F T MMP-2 7K 288
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Ko FOLAFFUESL B ERT.Co 55 UL MMPs ik 3 hn B,
i IE % B ECM a0 2r AR, RIS @ AT R R ENERK
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Xu ZRE BB E CENENR, LEBERENE
CDEHFCEU T BREESRSEH RSN, ZFH B,
A MMP-2 V514 i 3 o R A BE E U B s 55
B TIMP-2 78 (/K03 8 F R ; 5.0 B5 MMP-2/TIMP-2 t
HS 1 RRIFAERSRE X, | THERERARS R
b 55 5 BT BR % BB R VEATI R B BAHOE . MMP-2 RIA TR
T R B KA B BEECHI Y, =9
XHMAKBEFBERSEHRPREEEER.
MMP-2/TIMP-2 tAE 5 T BB R AT B AR R T
— AR Lk W O B A A, TR D B BUR AR TR IT 1R
72,

Ke ZPMZEH), RIRHE O VER LB O 5 4 A MMP-2
FHHEFRAKF FEARKKTER [ BB R EEFRIKK P
S OEEN RIS, H MMP-2 HEFEFAKENEAE
K R 1 B R R R kK T S5 22 B N AR B BRI
M2 BEFH¥E, TIMP-2 #EKEHREKFERSEME
BE R LRASTHE T, TIMP-2, F A KE455
MMP-2 R FKEE B ERMEKX, RUFBAELFAR
F MMP-2/TIMP-2 R 31k R 45 A B MMP-2 ¥E 49
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