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A Study on the Relationship between C Reactive Protein and Dilated Cardiomyopathy with Different Types of Atrial Fibrillation. Deng
Wei, Tang Qizhu, Zhou Heng, Guo Haipeng. Department of Cardiology, Renmin Hospital of Wuhan University, Hubei 430060 ,China

Abstract Objective This study was designed to evaluate the correlation between different types of atrial fibrillation in DCM pa-
tients and inflammation. Methods The levels of LAD ,LVEF ,LVEDD and hs — CRP in 108 DCM patients with or without atrial fibrillation

were observed. Results Hs — CRP was higher in the DCM with paroxysmal or persistent atrial fibrillation group than in the DCM without

atrial fibrillation group (5.35 +£2.16mg/L vs 2.97 +1.65mg/L,P <0.01; 7.43 £2.46mg/L vs 2.97 +1.65mg/L,P <0.01); hs -
CRP was higher in the DCM with persistent atrial fibrillation group than in the DCM with paroxysmal atrial fibrillation group (7. 43 =
2.46mg/L vs 5.35 £2. 16mg/L,P <0.01). There was no significant difference in hs — CRP level among the DCM with different history of

atrial fibrillation groups (P >0.05). Conclusion Hs — CRP level gradually elevated in DCM without atrial fibrillation, with paroxysmal

and persistent atrial fibrillation patients. Inflammation was related to initiation and maintenance of atrial fibrillation in DCM patients.

Key words C - reactive protein; Dilated cardiomyopathy; Atrial fibrillation

O 7 £F B I PR L fie B WL O AR 8 B D 5K
L0 LA (dilated cardiomyopathy , DCM ) £ % #9 3 5
DR Z — U RE TR 2 Bk 2P il K i O I
PR Bl JikoRe: S T G 2 P R FE T 2L A R e AE R
T I 5T 3 00 s £F WK RS AT —E R
DCM ) % e Sz J2 0 M At 4 0 AR 56T C R
# H (C - reactive protein, CRP) J& 5 i #8508 B & 4iE b
Bz —o ALEENR & C I HE H (hs -
CRP) 5 DCM Jir £ [ 28 00 Ps AR B ) ¢ &, AR
DCM I .00 b3 €T Bl 75 F198RE AH G o

BB E5HE

1 F5E 5t 4« 4B . B 2007 4F 10 A ~ 2009 4F 10 A 1
DCM 3% 118 {5, Hrp 22l DCM 20 52 6 ( T 40) , £ B %
PR E AL 30 M) (10 20) , ff 5 22 pk 0 5 4F B2 36 {51 (I
). DCM Bz Wik 4is WHO/ISFC 4 5k 5.0 L 12 W7 A 1,
W R kO P P WE U AT 1 AN A e s A
N TGS FRE kO B 4 W8 LR 0 B AT B RF 42 1 A L
& ORRE A B A SN T A ) S ) A D RO R P
Prev i, Ak R 1 2 TR A0 e 5 s R A R A B X
LR R L0 WIE A 7 A ARG 5 I HE R RO 09 v L S A
P B O I A% S M L B AR e R e R
FFODR B2 905 o P 38 2% kA 5 A Bt 4 25 9 OB DR 9 .60 K P T
A FAE BV hBE AR B

2. MR LR L B R A T R R ER R
BE RS 500 0, U0 EME S H A B R A 12 S0 B R

B wl B 1R ML RS L BRI H
(20070486103 )
PE HA7 1430060 BRI N BB e O i AR/ 20K 250 i

R
W IRAE # A B F{E 4 : qizhutang@ yahoo. com. ¢n

- 26 -

U R F O I B 4EHE B 50mm/s, 325 0. ImV/mm, o>
ZF 832 W E s FL Tl R TR B 1E R PO R L AR 22 BRI



B2 el 201044 A 5396 40

-E B

ANGEAS KLU £, 0 B 5T A AN RN A R O Bl B A
A GE A w] Vivid 7 % 4 238 W)l A B, RNy
2.5MHz, U & 720 5 P42 (Left atrial dimension, LAD) | /20> %
5F 1ML 53 % (left ventricular eject fraction, LVEF) Fll 22 .0 2 &F 5K K
N % (left ventricular end - diastolic dimension, LVEDD)

3.hs — CRP #l WBC /K-F# . BHF AR HF RS T,
FH A= Ak B 25 5 R B BRI 3ml, - 20°C {47 IF 57 B 2% 4, R
H 7 Olympus AU2700 &£ [ 3l A= 4k 43 7 A 0L 1 8 5 7L Jie 444
SRARPE LI EAT hs — CRP &

4. A B R S H Ly s Fon T RER R ¢ 4
By, T ECPTRER R O7 R 8 o 4 W AR SR T SPSS16. 0 4 it
BAFA TG00, U P<0.05 H2EFAGH¥E X,

& ES

1 — MR R . T AL 52 1 (55 % 38 4l |
LM 14 4)) CF B4R (59 £13) %, 734 LAD (44 +
6)mm,F-34 LVEF (34 +6)% , %3] LVEDD (66 =8)
mm ; 11 2 F 75 30 i ( 551 22 fi] .2 8 fi]) , -3 4F
#4 (58 +12) %, F5 LAD (46 £8) mm, ¥ LVEF
(32 £6) % , -4 LVEDD (65 +6) mm; Il 415 3 36 4
(F 126 B Lotk 10 ) P-4 (57 £ 10) 2, F
¥ LAD (45 +7) mm, 3 LVEF (32 £5)% , V-3
LVEDD (67 +5)mm, 3 41 & P50 44 B AR % \LAD |
LVEF LVEDD ¥ g 22 % (P >0.05,% 1),

1 —REMER

25 n TR (B ) W (%) LAD (mm) LVEF(% ) LVEDD (mm)
14 52 38/14 59 +13 44 £ 6 34 +6 66 +8
4 30 22/8* 58 £12° 46 +8 " 32+6" 65+6"
112 36 26/10 ** 57 10" * 45 £7 "% 32+5%% 67 £5°*
51 AAME, " P>0.05;5 N AHtE,"P>0.05
2. MR 26 00 B3 £F B hs — CRP 7K (19 Ho 3 o ®

gl DCM 20 ( 1 41) \DCM A B & V0 b 2F B4 ( 1T
41) \DCM PEFFEe M0 Pr 27 Wi 2H (T 4H) hs — CRP K
SR (2.97 £1.65) mg/L, (5.35 +2.16) mg/L,
(7.43 £2.46) mg/L, K HZ M Z R AL FE XL
(P<0.01,%2),

£2 FEEBLFELFE hs - CRP K EHLLE

26 5 n hs - CRP( mg/L)
14 52 2.97 +1.65

I 30 5.35+2.16"
1L 36 7.43 £2.46"*

514, * P <0.01; 5 T41H 1LEL, *P <0.01

3 AEANTE D 4T Wi 58 hs — CRP /K19 455
1E 66 1 .0 5 £F B 8 35 v, A 15 1] ) S o0 s £F
B, 23 {510 5 21 B s AE 1 4R LLIN 28 i e A 1 4R
Phb o W10 by e BiUE T 0 B 21 B S 20T 1 AR
1AELL | hs — CRP KPARE AR, 22 S ¥ e gt
X (P>0.05,%3),

R3 HEREDLESFHZKE hs - CRP /K F i bb 5

i 3 £T B L n hs - CRP(mg/L)

WK i £ B 15 6.00 +2.58
<14 23 6.06+2.37"
>1 4 28 6.36 £2.62"*"

SW Kk OHABAMILE, “P>0.05;5 <1 FHAMLLE," P>
0.05

TEAR BT SE o, FATHR T T 448 1 DCM 8 3% ir
PO B EFERALL B 4P WS R  C o BFSE R, S0
FREW hs — CRP /K F- 76 DCM .00 B3 21 B 20 45 o 4
DCM Z1H & F+ 5 (P <0.01) , 1fii HL7E £F0 Fi £F B iR
Frf hs - CRP /K P L&, FR e th 0 B3 £F 4 5 T
W k0 B SF B ZE (P < 0. 01) 5 4] % o0 b33 £F B R B 15
H L A B S B hs — CRP /KR A B £ F (P
>0.05) . PARGHFSE B, CRP & — Rl L1k £ ik &
1, PR 7 (IL - 1 IL — 6 TNF 25 ) ol 8% JFF 440 g
e A R R, 55 4 B RUR I R S A
Sy N R AR 1, AT A R e B S E S
R, BRI R R R ER S 2 —
DCM K9 % B I8 T mh i 35 L5 5 09 B B 9 38 I 2%
SEFANTEET] e 78 S M IR S IR BN T Tt
O LR AT PER BE IR, B & B0 DCM 3% R0 T
[ CRP /K F7E DCM 8 3% Bl S 1 7 b A 5 8 2
{5, REA% A 12 2 e DCM 19 48 9 4R 25, 75 K F ) CRP
58 A BE T f W AR O T T 2 WE 5T
S BLKLAK 28 5 A1 L3¢ CRP /K % 5.0 B 2F W M 2 .
Chung % A WLEEE.0 53 2F Wil 88 3% CRP /K 3 T B
X B L ARGl e R 2 2L, LA e 0 B 4T B 40
TR B 4T R 5 Yao £ X6 IS k0 3 £F B
B RBE S AR T AT IR R R R S5 e, H R B
CRP 7K - F1Cs s £F B 52 4 48 K o0 iy £F B 45 25 i i)

« 27 .



J Med Res,Apr 2010, Vol. 39 No.4

FTx,

KT0 B £F Bk AR RN AERERLAED  IAE AT 3
TR T 0 g o0 8 58 5 X 10 il 0 Tk 3R S o e
T 98 E 7 0> 5 £F B & A5 % 88 v e i 380 9 1/ FH A BL )
PUAE M R TEAE o B 5% 3 76 X A P HILAR = A8 1) ST 7
o 5 £ 8 BB 0 B LA ZUE v, 2 B CRP KCE Tt
fen PR Bl A A X0 By LR L B 20 2R A6 Rl 24T 4
b, B 7R OB B 2 M sl AR S MR (0, R H A B T 0
Py P B T ELAIE 9T % DA [ R O D £F B
H LS E B = ) CRP /K5 8 K Y 0 B £F B4 4
I [E) RS R 220 s AR A B R 78 CRP 5.0
B faf ALK A A O HEM RAE R 25 T 0 B £ B i
AR A S B TR N T B S B
ST X0 B UUE A E AR R A B IR B R BB S T 0
WL 45 #h) B 98 [R) 42 3 B 1 WL A A H A 3 AR 1k 19
Ag X T DCM B R s B £ B 75t 148 0 A
K, NTHFGE B> o 561 A5 45 5 AUAR T A 5% Hh
PERE R PO PR EF B hs — CRP K F & T 214l DCM
MRS O D £ EiE T AERE R PR O BRI A,
H. hs — CRP 7K 5 BE £E .0 F5 £F B o0 3% A 0 56
2, ANPA N RIEW S5 T DCM FT £E.0 b £F B 19 T2
WAAERE, AW .3 418 #F LAD (LVEF [LVEDD
WA B EMEES B R # T DCM /B3 .0 JIE
BB T X6 o0 i 2T B 11 5 ) o

XoF S8 TE U By 21 B A2 A R 4 5 w1 4 L BE 9 AT
REHE AL — AN VAT FNFaE O b S B BT 7, A T
BT R 25 W)L FH T 0 B £F B T BT AN YA 9T A e R 5
HHAS T RAFHITRC " . AT B L M RRE
A 5t WA 5 0K I BH 4 RE 7E B 9k A0 WU B £ 0 s £F
w2 AR DAVE i 25 9036 7 0 BRI A B AR
Pk AL WL PR 0 B £ B 2 2 19 0 LA R A o

10

11

12

5% 30k

Issac TT, Dokainish H, Lakkis NM. Role of inflammation in initiation
and perpetuation of atrial fibrillation — A systematic review of the
published data. JACC,2007,50(21) :2021 -2028
Ishikawa C, Tsutamoto T, Fujii M, et al. Prediction of mortality by
high — sensitivity ¢ — reactive protein and brain natriuretic peptide in
patients with dilated cardiomyopathy. Circ J,2006,70: 857 - 863
Kolb BV. A review on the biological properties of C — reactive protein.
Immunobiology, 1991, 183 (1 -2) :133 - 145
Tatenkulova SN, Mareev VY, Zykov KA et al. Inmune Mechanisms
of Inflammation in Dilated Cardiomyopathy. Kardiologiya, 2009, 49
(2):4-8
Chung MK, Martin DO, Sprecher D, et al. C - reactive protein eleva-
tion in patients with atrial arrhythmias: Inflammatory mechanisms and
persistence of atrial fibrillation. Circulation, 2001 ,104 (24 ) :2886 —
2891
Yao SY,Chu JM,Chen KP,et al. Inflammation in Lone Atrial Fibrilla-
tion. Clin Cardiol, 2009,32 (2) :94 -98
Ha“lssaguerre M, Jals P, Shah DC, et al. Spontaneous initiation of
atrial fibrillation by ectopic beats originating in the pulmonary veins. N
Engl J Med, 1998,339(10) :659 - 666
Aviles R, Martin D, Apperson HC et al. Inflammation as a risk factor
for atrial fibrillation. Circulation,2003,108(24) :3006 —3010
Tamada Y, Kubota I. C - reactive protein elevation predicts the occur-
rence of atrial structural remodeling in patients with paroxysmal atrial
fibrillation. Heart Vessels,2005,20(2) :45 —49
Yee Guan Yap. Inflammation and atrial fibrillation: cause or para —
phenomenon? Europace,2009, 11(8) :980 -981
Shimo Dai, Shu Zhang, Ying hua Guo,et al. C — Reactive Protein and
Atrial Fibrillation in Idiopathic Dilated Cardiomyopathy. Clin Cardiol,
2009,32 (9) :E45 - E50
Dawe DE, Ariyarajah V, Khadem A. Is there a role for statins in atri-
al fibrillation? PACE, 2009,32(8) :1063 - 1072

(IR :2009 = 12 —08)

(&1 :2009 — 12 -22)

i

M7 =B 45 JL £ PP IR e R S R R U R

[V

# E BH

o F D

S

WLZE T ST 15 b WP R T R e B TR AR, b 4 L AR R — R RO R . ik T 2009 4E 2 ~4 A %)

BTN T DX Al LA SR PR (A iR 1) D v, 1 8 UL 8 AL (7 48 ) N0 IR 2L O D 7 98 ) , L2 12 1, 3 L I g U 19 242

Fe I H - E 5K e 2545 HR BB L 0T (2008311) , @7 TLA v B2 245 BHEE ) 55 H (2008 wA009 )

YR BAL :310006  ATIN , Wi VL HP 2= 24 K~ 35 — B I 12 B

.28 -



	YXYJ201004 26
	YXYJ201004 27
	YXYJ201004 28

