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Effects of the fibrinolytic on two different anticoagulation protocols after transcathe-

ter closure of atrial septal defects

Wang Yi, Qin Jun, Huang Lan, Song Yaoming, Geng Zhaohua, Tan Kaibing, Lin Chunmei ( Center of Cardiovascular
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[ Abstract ]
protocols after transcatheter closure of atrial septal defect (ASD) and the significance. Methods Eighty-five

Objective To investigate the effects of the fibrinolytil on the two different anticoagulation

ASD patients who successfully underwent transcatheter closure of ASD were randomly divided into a low-molecu-
lar-weight heparin group ( LMWH group) and a prolonged low-molecular-weight heparin group ( pLMWH
group). ELISA was applied for detecting the levels of tissue plasminogen activator (tPA) and D-Dimer at dif-
ferent time points including before the operation, immediately after the operation, and 1, 2, 3, 7, 30 and 90 d
after the operation. Results
difference between the pLMWH group and the LMWH group. The levels of tPA and D-D dimer of the two
groups immediately after the operation increased significantly as compared with those before the operation, and
reached their peak levels (P <0.05). The levels of tPA and D-D dimer declined slightly on 1 d and 2 d after
operation (P >0.05), then decreased to be close to the baseline on 3 d, and returned to the baseline on 7, 30

Before the operation, the levels of tPA and D-D dimer showed no significant

and 90 d. Conclusion The fibrinolytic system is transiently activated after transcatheter closure of ASD and
returns to baseline on day 3 after operation in both the LMWH group and the pLMWH group.
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PEHR 2010 4E 7 A 2 2011 4F 10 A2 4 AEHEEIRYTHY 85
B4k % FLFY ASD H RAFFE X &, FTA BEARRIATH A
LT IR JHE BT AE AR BT BRI 6 AR AT . A AR
T : WA (5 48 B8 8 75 0 s B R A B2 8k B (1] B 645
R A WA A A S35 38 R S AR SE B TE o HEBR bR o -
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R BB T
1.3 24 REHhE b bBmyE

Fi A BRI AR R IR O IRBT R VEAK 3 ~5 mg / (kg
<d) L6 MA . ARGEERE R AR R EER EAA HRCOR
ST SR /MR B SR UK R 3 B AL 43S pLWMH 20 \LWMH 4,
PIZHI R IEAGERE, WL 1, LWMH 4 T35 ARG 1 h (417 EE
BRGNS TR (FEETE G, UM B E- 8RR )
A 254 BRA ] BEAK 140 meg/37) 1 mg/kg, B 12 /NI A 1
W, FE2 YR pLWMH A 33 AR SE 1 h I 8% J 3 S84 1T
F 1 mg/kg, B 12 /NFEE 1K, 306 Ik, B 5038 517 A
JITBR , BATTX AN [ A 5 2k £ 3 SR A [ 178 B o FH 3 i B T 7
S, BLARITR : >20 ~40 kg F93E ST 20 mg; >40 ~ 60 kg Y 5T
40 mg; >60 ~80 kg [7F5F 60 mg; >80 ke (1 5F 80 mg,

%1 LWMH 45 pLWMH 4 Il fR £ 48 %
5 IR (Y) A, %) PRI (kg) BB AR (mm)
LMWH 4 (n=40) 25.6+16.2 34(66% ) 45.9 £13.7 19.7+7.4
pLMWH #H (n =45) 26.5+14.8 35(67% ) 47.2 +
P NS NS N

10.8 22.6 £6.4
NS
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Tt BB B 25 W% [ 15 ( enzyme linked immunosorbent assay, ELISA) {i]
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T35 2ot i BRI TR AT o
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N tPA \D-Dimer H. %R F 5 2 B4R 5 2 05 22 0, 411A]
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2 #R

FEEARTIFLL (PA \D-Dimer TTH B 25 (P >0.05) , #%
ARJGENZ), WiZH tPA [ D-Dimer 23k H{EH (P <0.05) s RJG5H 1.
2 KW tPA D-Dimer B8 T W, BR AR HG N, 22 5 N8 i
(P>0.05) ; R4 3 K, 4l tPA  D-Dimer Y4238 R FTKFE,
pLWMH 21 &F LWMH 4 {H22 R TESE T8 L (P >0.05) ; R
JES T R34 HP tPA D-Dimer ¥R ARFTAKF. W3R
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Rodes-Cabau 25/ 5@ 3 % 14 5] ASD g 3 £HE A
Jo I Z BEIm G B 1 +2( prothrombin fragmentl +2,
FI +2) 38K, FIEARGSE 1 K F1L +2 K
B8, RJE5 3 A A WEARFIKTE, #275 ASD A5
EEIM RGOS HAFLE 2 ARG 3 AN o RATATE 1 )
56 5] ASD EEIE ARG 4.7 KA 1.3 4MHFL+2 LU
o B-1li N BR 8 H ( B-thromboglobulin, B-TG) | Ifil /)»
W 4 KT (platelet factor 4, PF4) fsh WL & I,
FI +2 ERJEH 3 Rk, ZRE 3 MPHIKEZREAR
Bk, I R P B-TG PF4 AR5 45 3 K ikmgfH,
1 FAWRE AR KT, B0 ASD B35 A S5 A AL EE 1L 5
ki e MTTHEN| AN TRUERCI T 7/ = S s Bup o g PR ]
ASD BFEEIE AT LI t-PA [ D-Dimer 11 2h 25 W %< &
B TEARHT 2 d FF4R T ARBT A VEAR 5 mg/kg - d, RJGE
TSRS TR 100 Urkg,2 Ye/d, 3 1 dBIF 5
T, #1#EAR)S 30 min tPA D-Dimer S AR E , BEA
a5 3 KRR H I ARFIKF, LB ASD £
JE IR R G — o MERG .

tPA = i I PN R A L B, T I A A B
IR I A5 T R R e A MG ER T 2 ek
ARG PR B ZE AR W) . D-Dimer 221458 11 K
ZerL TG N -2 R I, P20 0k 1 5 K i o e AR Y —
FRe S PR A 740, 3R K738 1 ] S e g 1l 3R 456
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*2 #HEARHE LWMH 425 pLWMH 4 t-PA D-D $i5 T R LB
Tabr 20 AR ENEEE UNEERAPN UNEE PPN AREH3 K AREHTRK  RKEFEIANH REHEIAH
tPA(g/L) LWMH 2H(n =40) 8.87 £3.11 11.7 £4.052 9.7+3.95 9.3+3.53 8.9 £3.56 8.7+3.33 8.5+£3.11 8.7 +£3.06
pLWMH £ (n=45) 8.98 +2.43 11.5+3.192 9.8+£2.93 9.5+£2.79 9.2 +£2.31 9.0+2.45 8.6+2.43 8.8+2.42
D-Dimer (pg/L) LWMH 2 (n =40) 351 £15.6 463 £26.3? 391 £23.7 376 £24.8 360 +18.2 355+£17.3 349 £12.5 350 £12.6
pLWMH £ (n =45) 360 +14.3 455 £25.72 389 £22.6 385 +£23. 1 376 +22. 1 362 £18.2 351 £16.3 345 £11.3

a:P<0.05,5 Rarrbik
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