Hassqati. Drug Evaluation Research 84255281 2019428 - 283 -

SRS SEMERN R
b

FERR, v M8, E O, EZKR, £ O&
PRAETT R — O EEBEMZ N AL, L fR%E 071000

4 B 45 3E B9 7 20 K% X BB & I 5E NSE X S-100p & H

B E. B WIHES TS 2 By I B T R0 e L A 4 e S MR ) AL (NSE) . S-100p 2 A RIS . 53k
HEFE20164F 1 H—20184F | H AR 728 — O BEBE Bei2 1 S ME I A A 28 2 100 1], 422 BB N B2 15 160 508 5 I 4 Sy %o R 4L R
SUL, R S0 . X RRLETE F ME ST B L AR SR B RS R (BRI T FRR, W SRR R T AR A
WS AT 2 2 MR IR ST N 14 do WAL R, Y7 TS M5 NSEL S-1008 2% (A A 4k KA B s B R AE 1B DL
5RO AR B AR VR I7 AT NTHSS WAr B 2 5 fEIRI7 14 dJ5, PI4INTHSS oy KPR Fiasran, R4lia
ITHT G R ZE R A R E X (P<0.05). HAWEZA NIHSS FRFE(E R KT 0 A, MELH NIHSS /KPR TR 4, %%
HEiE % L (P<0.05). HI7ATNSE. S-100B /K F7EM A X IR M LB E %7 iR 14dJ5, BAINSE. S-
100B /K FI R TR, FABITIIREILERER AR FEE L (P<0.05), HMWEHNSE, S-100B /KF T KT X HRA,
NFEJENSE. S-100p KPR T-XH R4, ZRE ST E L (P<0.05). 458 1TSS Lmmiar N sEROr R, fief
WAL NSE, S-100p & 47K«

F4EE: MNMAE; NSE; S-1008 & M; EH IS 2R

FESES: RI6Y XEkFRSRE: A YERS: 1674-6376 (2019) 02-0283-04

DOI: 10.7501/j.issn.1674-6376.2019.02.012

Effect of Salvianolic Acids for Injection on NSE cytokines, S-100p protein and
its curative effect in treatment of cerebral infarction
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Abstract: Objective To investigate the effect of Salvianolic Acids for Injection on neuron-specific enolase (NSE) cytokines, S-1003
protein and its curative effect in treatment of cerebral infarction. Methods A total of 100 patients with cerebral infarction admitted
during January 2016 and January 2017 were divided into control group (n = 50) and observation group (n = 50) according to
admission time. Based on conventional therapy, the control group was injected with extract of Ginkgo Biloba leaf intravenously,
while the observation group was injected with Salvianolic Acids for Injection intravenously. The course of treatment in the two
groups was 14 d. The curative effect, changes of serum NSE and S-100p protein, and incidence rate of adverse reactions were
compared in the two groups before and after the treatment. Results There was no significant difference in NIHSS score between the
observation group and the control group before treatment. After 14 days of treatment, the NIHSS score level of the two groups was
significantly lower than that before treatment, and there was significant difference between the same group before and after
treatment (P < 0.05). The decrease of NIHSS in the observation group was significantly higher than that in the control group, and the
level of NIHSS in the observation group was lower than that in the control group, the difference was statistically significant (P <
0.05). Before treatment, the levels of NSE and S-100f8 had no significant difference between salvianolic acid group and control
group. After 14 days of treatment, the levels of NSE and S-100f in both groups decreased significantly, and there was significant
difference before and after treatment in the same group (P < 0.05). The levels of NSE and S-100p in observation group were lower
than those in control group, and the levels of NSE and S-100p in observation group were lower than those in control group (P <

0.05). Conclusion Salvianolic Acids for Injection in treatment of cerebral infarction has good curative effect. It can effectively and
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reduce NSE and S-100p protein levels.
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Table 2 Comparison on NIHSS scores between two groups
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Table 3 Comparison on serum NSE and S-100p between two groups
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