CN 43-1262 /R FEZ)fikhEfb 42 E 20095 176 H

5] 399

* AR -

B RAER A 1o 5w RS kAL
RS R Y EPS S

[XEHS] 1007-3949( 2009) 17-05-0399-04
% ot 2m
(B KFHE D=
[X8iF] E4@WiEgEa lao RRIADKBERL,;
@ E]
#&%%%%IF?&F&%%%”%%%% ik
5], R AE R A S sk 304, S0 S IR L 284 ), ¥R il fe B R

FCR AT SR N xi*ﬁﬂ» Gensmid KAk m T, 5K

B AumaskE%
ARAERCERE LA KR AR
FERARBER (P> 005, E
<Q 035). #it ww%%%m

BE AL M0 M AE AR
[FEIZZES] RS

B FAeXEEmibiirsa lakK-Fa 7RI BAFLILE SRS %é’a{ﬂc&%
MBFEF B 5B RS HRA 844 (Faw

EmPREEG 1(17J<—T—Hﬂirjﬂ",1£ R4 (P < Q 05). % E %
MRS LAE LR A AR B P E B
) A ¥ B B AT S, ia%iu‘fuﬁ'r:t (P< Q 05), 127 3 B A& K 30 Ak m L X 4040 18] £ 3

g, BT
B AR, #dEmT 421001)

BE B
R B Bk
RO L R 26
Ll K EE G 1o A kA & T ERA M
Wﬁnﬂé’,j\f’té laK-F#HTA XS, &
KK EFE A laKk-F
/]k‘»f]ﬂﬂﬂﬁjiéﬂ (#% Gensiniff 94~
R K ERA lak

S K IEE G laRFE Gensinid K3 Ak Eﬁ“"\ﬁ/&i#ﬂi& (r=0Q Z&P
Hmle KERA laft &, TRAFNERARBHE RIS RET = ERL

[XERARIRAG ] A

Relation of Plasna Levels of M acrophage Inflanm atory Protein-1a with Coronary

A therosclerotic L esion
HUANG Bin ZENG Gao-Feng and LEI Chang-Cheng

(D epariment of Cardiovascular InternalM edicing the Second Affliated H opital Uniwersity of South China, H engyang 421001, China )

[KEY WORDS] M acrophage Inflanm atory Protein-1a;

Coronary A therosclerosig

Plaque

[ABSTRACT] Ain To swdy the plasna level of macrophage inflanmatory protein-la (M IP-1a) in patients w ith

coronary atherosclerotic heart disease( CHD),

and the correlation of M IP-1a w ith coronary atherosclerotic lesion severity

M ethods The plasma levels ofM IP-1a were m easured by enzym e linked mmunosorbent assay ( ELISA) n 25 cases

of control group and 84 cases w ith CHD ( including 26 cases w ith stable pectoris angina ( SAP),

pectoris (UAP),

and 28 w ith acute myocardial mfarction (AM 1) ).

30 with unstable angina
A ll patients w ith CHD were taken coronary artery an-

glography to obtain the branch numbers of coronary lesion and G ensini coronary scoring then the correlations were analysed

between M IP-1a levels and the lesion severity of coronary lesion w ith G ensini coronary scoring system.

plasna level ofM IP-1a in patientsw ith CHD were significantly higher than that in control group (P < Q 05).

Results The
The plasma

levels ofM IP-1a were graduly ncreased anong SAP groun UAP group and AM I groun and amongm ild moderate and se-

vere coronary lesions groups( allP < Q 05),
groups of CHD (P > Q 05).

(r=0 28 P< Q 05). Conclusion

but had no obvious change mn different mpaired cornary branch number
The plasna levels ofM IP-1a were positivly correlated w ith Gensini coronary scoring system

The plasma level of M IP-1a were significantly elevated in CHD patients and

could possblly efficiently assess the severity and stability of coronary atherosclerotic lesion
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