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[ ABSTRACT | Aim To detect the influence of pretreatment with preoperative low molecular heparin anticoagulation
and aspirin antiplatelet on the patients’ no-reflow phenomenon and efficacy after interventional therapy of lower limb athero-
sclerosis occlusion. Methods 126 patients (126 limbs) with lower limb atherosclerosis occlusion undergoing inter-
ventional therapy were randomly divided into aspirin group (44 patients) with aspirin for 3 ~5 days prior to interventional
therapy, low molecular heparin group (40 patients) with low molecular heparin for 3 ~5 days prior to interventional therapy
and control group (42 patients) without aspirin and low molecular heparin before interventional therapy.  Plasma thrombo-

modulin( PTM) , soluble fibrin monomer complex(sFMC) , platelet a-granule membrane glycoprotein 140 ( GMP-140) , D-

[WmBH] 2013-08-07

[1EERA]  AFae), WL A E RN F B IKAEALZRIETT IIAF S, E-mail Jy 519383113@ qq. com, WIRMEH TNy, i1,
RIS Wi -E ST A 0, A ZE LA AN RFIF ST, E-mail 2y 626789849@ qq. com, K2, M+ ¥, Bl HAF 52 A= S0, 32 B N
SRR R KO 4y A AL RO ST, E-mail zy2753@ hotmail. com,



CN 43-1262/R " EShkAE AL 243 2014 4556 22 556 2

169

dimer(DD) and plasma viscosity levels of plasma were measured at four different time points; on admission, before percu-
taneous transluminal angioplasty( PTA) , immediately after the last PTA and at 24 hours after PTA, while the ankle brachial
index (ABI) were detected at two different time points: on admission and at 3 days after PTA.  The changes in groups at
different time points and the differences between groups at the same time points were compared.  The number of postopera-
tive cases of no-reflow occurred limbs, puncture site bleeding or hematoma, acute arterial thrombosis or embolism were re-
corded at the same time. Results (DIn control group, sFMC, GMP-140, DD and plasma viscosity levels was in-
creased ( P <0.05 or 0.01) immediately after the last PTA and rose to peak values, and slightly decreased at 24 hours af-
ter PTA, which were still higher than the values before PTA (P <0.05 or 0. 01).

sFMC, GMP-140, DD and plasma viscosity of the two treatments group decreased significantly before PTA(P <0.05).

(@ Compared with control group,

(3In the two treatment groups , there were no remarkable elevation in the levels of sFMC and plasma viscosity at different
time points, compared with the values before PTA (P >0. 05). However, DD still elevated( P <0.01) compared with
the values before PTA, which were much lower than the values at the same time points in control group (P <0.01).

Compared with aspirin group, GMP-140 and DD of the low molecular heparin group increased greatly immediately after the
last PTA and at 24 hours after PTA.  @In the two treatment groups, postoperative ankle-brachial index( ABI) increased
(®The levels of plasma PTM
©)In the aspi-

rin group, postoperative limb no-reflow rate and acute arterial thrombosis or embolism rate were significantly lower than that

significantly, compared with the values at the same time points in control group (P <0.05).
had no significant change in different time points of all groups compared with that before PTA( P >0.05).
in low molecular heparin group and the control group (P <0.05). There were no remarkable difference in the incidence
of complications of puncture site bleeding or hematoma. Conclusion Anticoagulant therapy or antiplatelet therapy be-

fore the intracavitary therapy of lower limb atherosclerosis occlusion reduced prothrombotic state, the rate of no-reflow and

acute arterial thrombosis effectively, and didn’t increase the incidence of bleeding complications.

better than anticoagulant.
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F2. ZHBRBREEMNER (v 2s)

Table 2. Comparison of ABI in three groups(x +s)

el n AHi RIGH 3

Xof HR A 42 0.43+0.14  0.76 +0.22
o] ] DE AR A 44 0.41+0.16  0.88 +0.20"
RorFIFE4A 40 0.42+0.17  0.86 £0.22"

af P <0.05, 5 X B4 [F] I E] 5 LA
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Table 3. Comparison of PTM in three groups(x +s,uwg/L)
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B AR FHFZE 4L GMP-140 ZEARJ 0 h A J5 24 h B
BIE(P<0.05;%4),
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Xif A1 42 29.19 +5.29 28.00 +5.75 30.05 +5.66 29.52 +5.90
By =] DT AR 2 44 27.71 +6.55 26.97 +6.06 29.01 £6.34 28.24 +6.12
K FHEH 40 28.34 £5.89 27.61 £6.13 29.42 £6.24 28.55 +5.81
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Table 4. Comparison of sSFMC, GMP-140 and plasma viscosity in three groups(x +s)
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Ko BEZH il ] DC A2 Koy FHFE A POkl Faf ] DCARE A>T HF R 4L o REZH (SIS0 7 o2 R A i = E)
ABEF 79.50 £10.45  82.40 £+11.00  80.35 +11.23 16.23 £1.81 16.55+1.89 16.05+1.97 2.51+0.26 2.55+0.31 2.49 +0.28
FNill 77.57 £11.69  78.19 £9.66*  74.55 +10.232 15.87 £1.61 15.63+1.94* 15.11£1.99®  2.48£0.30 2.41 £0.28* 2.36 +0.30°
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ARJF24h  84.81+10.31¢ 80.79 £10.32  77.65 +9.79¢ 19.32 £2.07¢ 16.07 £2.16° 18.23 2. 10 2,58 +0.31> 2.46+0.29¢ 2.43 +0.29¢
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Table 5. Comparison of DD in three groups (x +s,mg/L)
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