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ABSTRACT Objective: To observe the level of brain natriuretic peptide (BNP) and D-dimer in patients with atrial fibrillation (AF)
and its thromboembolic complication; To elucidate the relationship between BNP, D-dimer and embolism complication in patients with
atrial fibrillation. Methods: Seventy-four patients were selected from patients in Department of Cardiology in Shanghai First People's
Hospital from May 2010 to December 2012. They were divided into control group, AF group and thrombosis group according to inclu-
sion and exclusion criteria. We collected data on all selected patients of age, gender, history of hypertension, blood lipid and blood glu-
cose. We also reviewed level of D-dimer and BNP of these patients. Results: (1) The patients in thrombosis group were older than control
group (P<0.01) and AF group (P<0.001). (2) Levels of D-dimer and BNP were higher in thrombosis group than control group (P<0.05)
and AF group (P<0.001). (3) There was positive correlation between BNP and D-dimer in AF group (r=0.507, P=0.004) and in thrombo-
sis group (r=0.680, P<0.001). Conclusions: (1) The risk of thromboembolism is related to age of AF patients. (2) Increased levels of
D-dimer and BNP in plasma is a dangerous signal of patients with thromboembolism. (3) D-dimer and BNP detection has important clini-
cal significance in preventing atrial fibrillation complicated with thromboembolism.
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Table 1 General situations in three groups

Control Atrial fibrillation Thrombosis
Group
(n=21) (n=31) (n=22)
Age (years) 65.7+ 7.9 62.7+ 11.9 76.0+ 8.9
History of AF (years) 5.23+ 4.99 6.55+ 5.10
Triglyceride (mmol/L) 1.12+ 0.31 1.17% 0.35 1.14% 0.35
Fasting blood-glucose (mmol/L) 4.85% 0.67 4.78+ 0.63 4.94% 0.41
i SITRALLE P<0.01; 4 5B EEIH L% P<0.001,
Note: **P<0.01 vs control group; ###P<0.001 vs AF group.
®2 ZHABEN—RER
Table 2 General situations in three groups
Control Atrial fibrillation Thrombosis
Group
(n=21) (n=31) (n=22)
Gender
Male , n (%) 13(61.90) 19(61.29) 13(59.09)
Female , n (%) 8(38.10) 12(38.71) 9(40.91)
History of hypertension
Yes, n (%) 14(66.67) 19(61.29) 13(59.09)
No, n (%) 7(33.33) 12(38.71) 9(40.91)
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Table 3 Comparison of D-dimer values in three groups

Control Atrial fibrillation Thrombosis
Group
(n=21) (n=31) (n=22)
D-dimer (mg/L) 0.19% 0.10 0.30+ 0.25 0.79+ 1.31%

i SXERALLE P<0.05;4 58 FEIH LR P<0.05,
Note: *P<0.05 vs control group; #P<0.05 vs AF group.
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1 %48 D-dimer S EE LR
Fig.1 Comparison of D-dimer values in three groups
*P<0.05 Lk X BRZH; #P<0.05 L B LR ERAH
*P<0.05 vs control group; #P<0.05 vs AF group
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Table 4 Comparison of BNP values in three groups

Control Atrial fibrillation Thrombosis
Group
(n=21) (n=31) (n=22)
BNP (pg/ml) 47.92+ 27.15 7537+ 58.19 217.40% 138.11%**#

i STRRA LR P<0.001,#4 5 B4R EZALLE P<0.001,
Note: ***P<0.001 vs control group; ###P<0.001 vs AF group.
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Fig. 2 Comparison of BNP values in three groups
##%P < 0.001 BLXFTHRLR ;##H#P < 0.001 Lk LR EIZE
***P < 0.001 vs control group; ###P < 0.001 vs AF group
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Table 5 Correlation analysis on D-dimer and BNP in three groups

Pearson correlation coefficient P
Control 0.026 =0.911
Atrial fibrillation 0.507 =0.004
Thrombosis 0.680 <0.001

D-dimer j&—PMERIERLT LR IO, T2 e 4
A IRE™., [FII, D-dimer J& 2 MUALIREE IS £FFORZS /Y

— MU SR PR FE AR, FRTAFSE A, b7 B
L 3 O A A 45 A RS e BRI 2 O A A 2 DDA



1274 -

IREYES#HE www.shengwuyixue.com Progressin Modern Biomedicine Vol1l5 NO.7 MAR.2015

5609, D-dimer kS KBTS AR T A — 5 U
B Tl IHGBESE K 0, B R LHB 4 3P D-dimer
G TR 5 L R T, 5 A AT 2
WG, AETGHR | % D-dimer ACT B2 e Hi7 2 4 B2
5 A 0 4 S 28 Z

A
250
AR
200 .
2 150 . -
: ¢ *
£ 100 S .
50 * .
* * -
0 ate ' P N s N s
0 0.2 0.4 0.6 0.8 1 1.2
D-dimer value
B
700 .
600
. 500
2 400 *
S 300 & ¢ o
= 200 Sy ¢
100 ¢
0 e N L
0 1 2 3 4 5 6
D-dimer value
3BAgEEA(A)FEEHIMmEZA(B)H D-dimer S EES BNP Il
BEEREXES

Fig. 3 Correlation analysis on D-dimer and BNP in AF group (A) and
thrombosis group (B)
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