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Efficacy of an antiplatelet combined anticoagulation therapy

Abstract

on progressive branch atheromatous disease in
different subtypes
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Objective: To compare the clinical efficacy of aspirin combined with enoxaparin in the treatment of different
subtypes of progressive branch atheromatous disease (BAD). Methods: According to the different of infarct site,
104 consecutive BAD patients with progressive stroke within 1-week admission were classified into two groups:

a pontine paramedian artery BAD group (PPA-BAD, n=58) and a lenticulostriate artery BAD group (LSA-BAD,
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n=46). All patients administrated with the same treatment programs, the anti-platelet therapy with aspirin and
clopidogrel was applied after enrollment, while replaced by the aspirin combined with enoxaparin treatment when
the patient’s condition aggravated, other clinical routines treatment of cerebral infarction were same. The patients
NIHSS score and Barthel index (BI) when progression and discharge were assessed respectively. The plasma
levels of fibrinogen (FIB) and CRP were measured at the time of progression and discharge and the effect of both
treatments was compared. Results: There were significant differences in NIHSS score, BI score, FIB concentration
and CRP concentration between the two groups at the time of stroke progression and at discharge (P<0.05).
When both group patients were discharged, The NIHSS scores were reduced and the BI scores were increased,
FIB concentration and CRP concentration were significantly decreased. In the PPA-BAD group, the differences of
NIHSS score, BI score between progression and discharge were significantly higher than those in the LSA-BAD
group (P<0.05). However, there was no significant difference in FIB or CRP concentrations difference between
discharge and progression of the two groups (P>0.0S). Conclusion: The clinical efficacy of anti-platelet combined
with anticoagulation in the early treatment of PPA-BAD is better than that of LSA-BAD.

branch atheromatous disease; progressive stroke; pontine paramedian artery; lenticulostriate artery; anticoagulant
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Table 1 Neurological function scores of the two groups (x +s)

NIHSSTF4) BI if-4%
G|
PF JE st H B st HERERT H B st
PPA-BAD 1525 + 1.38 4.09 + 0.76* 45.13 £ 4.75 89.71 = 5.64%
LSA-BAD 14.32 + 1.43 9.93 + 1.45* 4632 £ 3.53 71.97 + 6.32%

5 [a] 2 #E AT NTHSS FE4F Fed, *P<0.05; SIE4H 0t T BI ¥E4r HeAs, “P<0.05.

Compared with NIHSS score when progress in the same group, *P<0.05; compared with BI score when progress in the same group,

“P<0.05.
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Figure 1 Comparison of differences in neurological function scores and biochemical indexes between the two groups before and

after anticoagulation
HSLSA-BADAI AL, *P<0.050
Compared with the LSA-BAD group, *P<0.0S.

RoOMALENWRIGER (v x5)

Table 2 Biochemical test results of the two groups (¥ + s)

FIB/(g.L' CRP L7
il /(gL™) /(mg-L™)
Big i HBERT R HBERT
PPA-BAD 4.58 +0.97 2.79 + 1.04* 13.78 + 4.31 7.62 +2.37%
LSA-BAD 472 +1.10 2.81 +0.95* 14.32 £ 3.53 7.45 +2.81%

S [RILE R FIB MR LL#E, *P<0.05; SIRIZHE R CRP IR L, “P<0.05.

Compared with FIB concentration when progress in the same group, *P<0.05; compared with CRP concentration when progress in the

same group, “P<0.05.
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