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Effect of d1-3n-butylphthalide on NT-proBNP levels and inflammatory cytokines
of patients with acute cerebral infarction

FU Guang-rong, LI Gen-yu
Department of Neurology, Hengshui Fifth People’s Hospital, Hengshui 053000, China

Abstract: Objective To investigate the clinical efficacy of dl-3n-butylphthalide and its effect on NT-proBNP levels and inflammatory
cytokines of patients with acute cerebral infarction. Methods Total 118 patients with acute cerebral infarction in Hengshui Fifth People’s
Hospital were randomly divided into control group and observation group. Sixty patients in control group were treated with conventional
medication, and 58 patients in observation group were treated with dl-3n-butylphthalide injection based on conventional medication. The
NT-proBNP levels, score of neurological deficits (NIHSS), inflammatory cytokines including hypersensitive C-reactive protein (hs-CRP),
interleukin-6 (IL-6), and tumor necrosis factor-o. (TNF-a) before and after 7 and 14 d of treatment, and adverse reaction were observed and
analyzed. Results Before treatment, differences in the NT-proBNP levels, NIHSS score, hs-CRP, IL-6, and TNF-o between two groups
were not obvious. After 7 and 14 d of treatment, NT-proBNP levels in observation group were significantly lower than those in control group
(P <0.05). And after treatment for 14 d, NIHSS score in observation group were conspicuously lower than those in control group (P < 0.05).
Additionally, the levels of hs-CRP, IL-6, and TNF-a in observation group were markedly lower than those in control group (P < 0.05).
Conclusion DI-3n-butylphthalide injection has a good ability in inhibiting NT-proBNP levels and inflammatory cytokines, and improves
the neurological function of patients with acute cerebral infarction.
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W 2014 4F 3 F—2016 4 5 HAEMT/KT S 1L
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AR S . WS ZH AT FR A R St 25 7 T 2Rk
SR CA 245 P B8 2 AT BR 24 7] 5 KA 100 mL,
fL5 121015) 100 mL FkE, 2 )/d, Wik 2
IS [AIRE 7E 6 h LA b B3 g AT 14 d V897 .
1.4 WWEIEHR

P BF Y N T, UURIRITS 7. 14
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R s B B g & FPukt e, 3 000 r/min 2
£ 10 min, L EIE, PRAFT-80 CHEMll. L C &
M4 (hs-CRP). Il T4 i/ 2 6 (Interleukin-6,
IL-6) LA APRSAZE R 1 oo (TNF-a) 342K FH .
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2.1 ATTEIETLE NT-proBNP FN#2ZTHREFRIRTE
& EbAE

BITHT, PALERE IS NT-proBNP 7K.
NIHSS Vo thie = Rl g 22 s 97 7. 14 d
Ji » B4l NT-proBNP 7KF-\NIHSS P13 35 B {2 B A1
BV Tt =R 2 (P<<0.05); Higyr 7. 14d
Jii» MEEA I NT-proBNP 7K - i 25 1% %) B 4]
(P<0.05); VAJ7 14d )5, MELLM NIHSS W40 8
FACT AR, RERAASGIEN (P<
0.05), U.#% 1.

£ 1 ATRIREHLAEE M NT-proBNP 7KFF0 NIHSS i L4 (x+5)
Table 1 Comparison on NT-proBNP levels and NIHSS scores between two groups before and after treatment (x +5)

NT-proBNP/ (pgrmL™")

NIHSS V5745

il n/fl

YBITHT BT 7d 5 WIT 14d )5 CEREL] BT 7d 5 WIT 14d )5
paylst 60 804.6+132.8 529.3494.6" 446.1x77.5 22.7+7.9 15.5+7.7° 12.145.8"
W s% 58 797.5+114.2 417.9£91.3™ 298.2+58.9™ 20.8+8.1 13.8+7.4 8.9+4 .27

EARMRITRTER: *P<0.05; SRR "P<0.05

"P <0.05 vs same group before treatment; “P < 0.05 vs control group at the same time



%¥#igdatz Drug Evaluation Research 35 40 % S 43 201744 8 ¢515

2.2 GATTEIEAEIER MR FRTL LS

YBITHT, PIZLM) hs-CRP. IL-6. TNF-a FbA522
SHGE R BIT 7. 14d J5, 4L hs-CRP.
IL-6. TNF-o KPR EEAK, 57 arthige
WE (P<0.05); HWEAMLL L 3 AN RAEK
TACTFY BT X AL, WAl = s BA %
2R (P<0.05). W 2.

23 AREREEZEER

R 2T A, A B A e BUAYT, R
IEAS B N R Wby . o, xR
3 B ILSIRAEIR, RS S A s SR
2 BIH IO, 1 BB 2, BEE
I TR AATH . i B AR I D e
F L o

x2 BTAEMAREFMNMBERMERFELFRILE (Xx+5)

Table 2 Comparison of serum inflammatory factors in two groups of patients before and after treatment (x £5s)

21 51 /) WLEL I ) hs-CRP/(mg-L™") IL-6/(ng'mL™") TNF-a/(ng'mL™")

POpi 60 RITHT 19.28+4.02 0.37+0.06 0.31+0.06
WIT/E 7d 16.59+3.71" 0.32+0.05" 0.28+0.04"
W7 14d 13.28+3.48" 0.27+0.05" 0.24+0.04"

g2 58 YRITET 18.93+3.82 0.36+0.05 0.33+0.04
WITIE 7d 13.31+2.89™ 0.27+0.04"™ 0.23+0.03"
BTG 14d 8.47+1.65™ 0.20+0.05™* 0.18+0.03"

HAAUAITITIEL: *P<0.05; SXMALRMLE: "P<0.05

"P <0.05 vs same group before treatment; “P < 0.05 vs control group at the same time
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