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[ Abstract]

combined with aminomethylbenzoic acid from May 2010 to April 2013 in our hospital, and hematoma

Patients with cerebral hemorrhage in basal ganglia were treated with hemocoagulase

volume and neurological impairment were compared with the control group before and after treatment. This
study confirmed that hemocoagulase combined with aninomethylbenzoic acid is a safe and effective method

for cerebral hemorrhage in basal ganglia. It can effectively prevent the hematoma enlargement and improve
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neurological function and prognosis.
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Table 1. Comparison of general data of patients between
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Table 2.  Comparison of neurological deficit score
between 2 groups before and after treatment (x £s, score)

After treatment

2 groups
Group N Mz: CaseFf;)ale (Eii\,g;ear) Amol(l;ti(;{ l:rlltf)e-,diﬂg
Control 30 22(73.33)  8(26.67) 51.32+6.33 23.14+4.69
Combined 30 19(63.33) 11(36.67) 52.91+8.07 24.23+7.58
Pz 0.693 0.118 0.107
P value 0.405 0.217 0.286

Group N Before treatment

7d 14d
Control 30 30.60+5.12 21.20+£5.58 18.56 +4.32
Combined 30 29.81+7.24 18.12+£6.36 10.26 £5.78
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Table 3. Analysis of variance for repeated measurement
design of neurological deficit score in 2 groups before and
after treatment

Source of variation Ss df  MS  Fvalue P value
Treatment 42922 1 42921 22968 0.000
Time 350.124 2 175.063 154.781 0.000
Treatment x time 31.241 2 15.624 13.384  0.000
Error between groups 521.234 442 1.142
Error within group ~ 441.123 221 1.893
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Table 4. Comparison of neurological function score at the
same time point between 2 groups

Paired comparison t value P value
Before treatment 0.488 0.087
7 d after treatment 2.020 0.048
14 d after treatment 0.296 0.000
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Table 5. Comparison of total effective rate between 2 groups on the 14th day after admission case (%)
Effective
Loy A Besiclcure oot foxeaees PYOEroes Total* o Gl Worsen
Control 30 2(6.67) 5(16.67) 6 (20.00) 13 (43.33) 12 (40.00) 5(16.67)
Combined 30 4(13.33) 7(23.33) 10 (33.33) 21 (70.00) 7(23.33) 2( 6.67)
x*=4.344, P =0.037
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