ERES 2014 F 7 A% 43 5% 20 2589

BE - GRFR doi:10. 3969/j. issn. 1671-8348. 2014. 20. 017
m¥EEZME@AKFEFOINEIERS OEEB DR

¥ R.ELEF.E HBRES
(EREFRFMHERNERS AR 402160)

 E.HM Kt aRitmampkProhfiizscsugi(AD MG £4, ik 201054 A 22013 %6 Aizlze
WA AF 4212 8 % 298 4] 4 AF 41, Fl 49 300 43 AF & F A xR, il r /Tl A BA%H >4, FR AF A b3
At e R K B AL A4 Bk AT 7k (NT-proBNP) L £ 5 W2 B & T xF B4 (P<<0.05), £ % 4t f2 5 K (LVEF) & T 5 1
20 (P<<0.05), M A ¥ AF 28 NT-proBNP, £ 5 N4 LVEF 54 2 M AF 2045 2 F A %+t 3 &L (P<<0.05), & 7 %39
St FIFH(HF+HAP) A5 A %584 £ 2 (HFHSR) A4 . 3T % & NT-proBNP fe £ B N2 L2 %5 F5 4 ,LVEF /&
TE#.2FAGITFLEF(P<0.05), it PHMMEATEZHEXENRTRAL T AFH LA KE,

KBR:CEFRG:;EBmEBNES ;e R mit; £ 5 NR

hESES R541.7 SCEEARIRAD : A T EHE1671-8348(2014)20-2589-03

Analyze the relationship between atrial fibrillation and plasma Mononuclear cells or cardiac function
Peng Chao sMa Yanping sWang Jing ,Liao Ronghong®
(Department o f Cardiology ,Yongchuan Hospital Af filiated to Chongqging Medical University ,Chongqing,402160,China)

Abstract: Objective To analyze the relationship between atrial fibrillation(AF) and plasma mononuclear cells or cardiac func-
tion. Methods From April 2010 to Jun 2013,298 patients with AF from department of cardiology in our hospital were selected as
study group,300 patients without AF were selected as control group in the same period. Both group and the subgroup were analy-
sised by ¢ test. Results Plasma monocyte NT-proBNP, left atrial diameter in AF group were significantly higher than the control
group(P<C0. 05),LVEF was lower than the control group, the statistical differences between the two groups(P<C0. 05). Compare
HF combine AF with HF only,the NT-proBNP and left atrial diameter were significantly higher in former and the LVEF is lower
than the latter, both with the difference statistical significantly (P<C0. 05). Merge heart failure combined with atrial fibrillation
(HF+ AF) and heart failure combined sinus rhythm(HF+ SR) group,the former in the NT-proBNP and left atrial diameterwere
significantly higher than the latter, LVEF lower than the latter, the difference was statistically difference( P<C0. 05). Conclusion In
the development of AF,the monocytes may be involved in the occurrence and development of AF.
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