2014.30
(1):81—84

[iu&ﬁ@uﬂfll Jﬁ—l‘m
Journal of Clinical Cardiology (China) + 81 -

el L S8 I 2 1 A A R =35 K Kl

& i

[kgim] w.Oom:gmaE-3588 C L
doi:10. 13201/j. issn. 1001-1439. 2014.01. 025

[FEZF¥ES] R541.4 [xakfREB] A

Rt 2 g

415 B!

R SRR DT

ZHEY ER

S 115 N A S 7 TR 1 5 30 fik ok B 6 1k

The plasma IL-35 levels in patients with coronary heart

disease and its clinical significance

TAI Shi ZHOU Shenghua LIU Qiming

HU Xingun

FANG Zhen fei TANG Liang

(Department of Cardiology, the Second Xiangya Hospital of Central South University, Chang-

sha, Hunan. 410011, China)
Corresponding author: ZHOU Shenghua,

Summary

type of coronary heart disease (CHD) and analyzed its correlation with coronary gensini score,

reactive protein (hs-CRP) and NT-proBNP.
decreased in the SAP group, the UAP group,
group [ (95, 7144, 05) vs (111, 44+4. 57),
3. 19) vs (111 4444. 57), P<Z0. 001,

correlated with NT-proBNP (r= — 0. 567

whereas the levels of I1L-35 were not related to the Gensini score.

Key words

HATA PR 7 S5 REQNRHE =

[ia] i) 2R - e 2% 5 20 3h Wk s A T b 19 2 R L B R 1Y

Dbl ok A = E s A AR L, 41001D)

BAEAE A AR

. E-mail: zhoushenghua_guo@163. com

E-mail:

and the

P=<20, 001;

zhoushenghua_guo@163. com

This study was designed to observe the change of the plasma 11.-35 levels in patients with different

high-sensitive C-

The results showed that plasma 1L-35 levels were significantly

AMI group compared with the patients in control

(45. 00£3. 18) vs (111, 44£4, 57),
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P<C0.001; (28 25+

respectively]. Furthermore, lower 11.-35 levels were moderately negatively

s P<20.01) and hs-CRP (= —0. 718, P<I0. 01) in CHD patients,

coronary disease; interleukin-35; high sensitive-C reaction protein; NT-proBNP; atherosclerosis
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