2016 4

i R 212 9% i

17 % 12 Journal of Clinical Emergency (China) e 935 -
1M MEG-E8 75 FHUBEA QI = w8
bR Bl kS Ak A B i R A
Eok' FEmA FRE FHEHK 2R
[(FE] B8R FEREIR S B H MFG-E8 # /K 835 2 304l 5 bk 20 k85 Ak i Im RN 5 . 5 3% - i

B 2014-01—2015-12 1EBE 84 92 1], A0 45 1 % % B8 21 (Control 4 . n = 28) AT & 57 % 41 (IGT 41 . n = 30) FlH# K
R4 (DM 4, n=34), SRJGHK 441835 MFG-E8 #l 4 % Bl F hs-CRP.IL-6 (7K, 2R FH 64 HEURE CT 46l &
RN KA AR 2, AT IT Al MFG-E8 5 56 R 2h ik 45 (0 AR B (A G . 86 R 3 4 & Z a1 v 48 1 B F hs-CRP,
IL-6 ¢ MFG-E8 /K -1 22 R A1 G it B L (P <C0. 05) st B il 7§ MFG-E8 K F 1 Fhi , R4 K F hs-CRP.IL-6 1y
IRV W A 5 bR 3l Dk 5 A6 R 431t 720 7 B AIG 2 SR G OC R (P <C0..05) . #5181 1LV MFG-E8 7K F 5 i Ik 3)
Jok A5 A0 AR 4 522 47 A G , 2 8 A DN I i MIFG-E8 W] fig A o T 00 W A 35 52 8 B kAR e bR 8l ko 9 1 2 4R
PRz —.

CX@im]  FLAE N BkaE A K B 7 W5 5tk 3h ks 4L s B PR 9

doi:10. 13201/j. issn. 1009-5918. 2016. 12. 011

[FES%ES] R541 [xmitrzRB] A

Clinical value of MFG-ES8 in the prognosis evaluation of coronary

artery calcification in patients with abnormal glucose metabolism
WANG Bing HUANG Lingsheng JIN Ping
(Department of Critical Care Medicine, Jingzhou Center Hospital,Jingzhou 434020, China)

LI Lianghai LI Mengqiu

Abstract Objective: To explore the clinical value in the prognosis evaluation of coronary artery calcification,
the level of MFG-ES in patients with different glucose metabolism status was detected. Method : Ninety-two hospi-
talized patients from January 2014 to December 2015 were divided into normal control group (Control group,n =
28) simpaired glucose tolerance group (IGT group.n =30) and diabetes group (DM group.n =34). All patients
were detected with the level of MFG-E8 and inflammatory factors hs-CRP and IL-6. Coronary artery calcium score
was measured by 64 row helical CT,and then used to assess the correlation between MFG-ES8 and coronary artery
calcification. Result;: With their increase, the levels of inflammatory factors hs-CRP and I1.-6, and coronary artery
calcium score were decreased gradually (P<C0. 05). Conclusion: Serum MFG-ES level was negatively related to cor-

onary artery calcium score. It indicated that detection of MFG-E8 could be used to predict the occurrence of coro-

nary artery disease in different glucose metabolism status patients.
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