RS RTY 3 Drugs & Clinic E3H B 20164 6 A * 797 -

INEMFEEREHRIKS T FECETT 2RI ATETE B IR R R

Zepgrde ) FERE, LEM, B K, T2
PRl REE T P A EER, WL Bl 063000

H OE: B WENEMEEE A RS T ARG S B B TR IR R SOR . F3E JEHX 2013 4F 5 J]—2015
5 H R B SEBEST LU I S SR L P R D 8 250 4], BEALS ot RRALAIR T AL, AR % 125 4o o R ATk
TORERE AT, 100 mL/K, 2 P/d, BRERE KRN TR KT 50 mine YAYTAHAEXT BEZH VA7 BLml b iR v /A i 22
AT, 20 mL W TAEBE /K 250 mL, 1 /de WHAELATT 14 do MEPRARIIRIRST 2L, R HRBA RIS I
IRMZThEESBIREE (NDS) PPy HAYIEALES (SOD) WEMERA Zf (MDA) ARG UL. &R BT E, STHRA
FEITT AN BT RES A 69.6% 86.4%, WAL ZEFAGIH#E N (P<0.05). JAITE, WAEHS NDS 4. MDA
YW E AL, SOD WE T, FARITHTEZRAASI#E N (P<0.05); HiRT7 4LX L5 i) s Re L I AL Tt
TR, AR ZERHAGI AR (P<0.05. 4518 /NI 280 RIS T 2RBRYA I 20 Sl 1l 24 J A% 2 PR 7 2854t
Uf, BEWPHGEREMMA IR, watklr, BA—2 IR NN .

KRR NP IME BB G TORBRGE AR I SRt A MR D RSB VYA B A R
-3

FESES: RI71 XEARERD: A XEHS: 1674 -5515(2016)06 - 0797 - 04
DOI:10.7501/j.issn.1674-5515.2016.06.015

Clinical study on Deproteinised Calf Blood Serum Injection combined with
butylphthalide in treatment of acute ischemic cerebral infarction

LI Xiao-hua, YAN Xiao-jie, MA Yu-ping, TIAN Bin, WANG Ya-lan
Department of Comprehensive Rehabilitation, Tangshan Rehabilitation Medical Center, Tangshan 063000, China

Abstract: Objective To observe the clinical effects of Deproteinised Calf Blood Serum Injection combined with butylphthalide in
treatment of acute ischemic cerebral infarction. Methods Patients (250 cases) with acute ischemic cerebral infarction in Tangshan
Rehabilitation Medical Center from May 2013 to May 2015 were selected. The patients were randomly divided into control group and
treatment group, and each group had 125 cases. The patients in the control group were iv administered with Butylphthalide and
Sodium Chloride Injection, 100 mL/time, twice daily, and intravenous drip time was longer than 50 min. The patients in the treatment
group were iv administered with Deproteinised Calf Blood Serum Injection on the basis of the control group, 20 mL added into
normal saline 250 mL, once daily. The patients in two groups were treated for 14 d. After treatment, the clinical efficacies were
evaluated, and the changes of NDS score, SOD, and MDA in two groups before and after treatment were compared. Results  After
treatment, the total efficacies in the control and treatment groups were 69.6% and 86.4%, respectively, and there were differences
between two groups (P < 0.05). After treatment, NDS scores and MDA in two groups were significantly decreased, and SOD was
significantly increased, and the difference was statistically significant in the same group (P < 0.05). After treatment, the observational
indexes in the treatment group were significantly better than those in the control group, with significant difference between two
groups (P < 0.05). Conclusion Deproteinised Calf Blood Serum Injection combined with butylphthalide has clinical curative effect
in treatment of acute ischemic cerebral infarction, and can improve nerve function defect with good safety, which has a certain
clinical application value.
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Table 1 Comparison on efficiency between two groups

415 n/14l P A/ L) WL T BT %
Xl 1 125 26 35 26 38 69.6
i 125 36 42 30 17 86.4°

A "P<0.05

*P < 0.05 vs control group

x2 FEAVEEREEE ( x+s, n=125)

Table 2 Comparison on observational indexes between two groups ( X£s,n=125)
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BIT 219+6.7 11.1+6.1°4 74.84+10.7 98.1+£9.0"4 7.6+1.5 46+1.1"4

SRMA T "P<0.05; SxtAAITEE: 4P<0.05

*P < 0.05 vs same group before treatment; * P < 0.05 vs control group after treatment
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