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TORTKERIB RN A i JE A ROS . T-AOC . RAEH 1
JAREE I HEN RSN
L35 % 4T dr EHR AAE F OB
(PHZ3T MR IR E R ML R BB % 710004 )

BE B35 T R & 2T 20 48 5t % 4 75 7 A (reactive oxygen species, ROS). ¥ &1L 4% 7 (total antioxidant capacity,
T-AOC), % 5 B F BAY Z L%k, JTik: % 2016 7 A £ 2017 4 7 A &R I004 09 S MR AE 52 &% 100 4] R AL A % B 40
(n=50)Fw WAL (n=50) , *} FEL0 & 25T AT I 75 97 , AR AL % Ao xR 20 A b Eodm ) TR BRBUR o B AE 405 97 14 R B,
Yo 74 97 BT )G W 2B fn % ROS T-AOC, ¥ & B F /K- Boib 2 5 46 68 TALRBIE 57 6 LR8I 16 JRIT 3, B8R4 97T, B4 f ik ROS,
T-AOC, &# C B % & (high sensitive C reaction protein, hs-CRP). i 7% 37 5. B -F -a(tumor necrosis factor, TNF-a)., & 28 L A~% -6
(interleukin-6, IL-6) /K - | £ 5 T AR %5 % % (National Institute of Health stroke scale)#F 4~ tb4x £ F 3 £ it F & X
(P>0.05), 55 A48 97 7 o, 4L J7 )5 ik T-AOC K-F R FI &, AR T35 3 T 2 B AL(P<0.05); xF B 474 757 J5 s i ROS
K B F T g 57 87(P<0.05), WLELR B 474 7 9T & 49 fo 7 ROS K -FA0k 2 F Kt it 3 & 5L(P>0.05), BLILIRL 4 57 & ROS K F
B A% T 2+ 18 20.(P<0.05) ; 7 28 fn 7% hs-CRP  TNF-qu . IL-6 7K -F NHISS %3 8 2% T 74 77 37(P<0.05), AALRM 2 EigArH 25
A& F 23 BB LL(P<0.05); AR L0 A R 82%, 9 Bk T 24 MALLAY) 52%(P<0.05), i : 42 % HLi& 77 64 A b Aw ) T R BRAK & °T
A AR S AR T & s i SR BT AR AR AUR AR RACHE A WA 225 A 5 2L JR 16 AR08 77 2 R
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Effect of Butylphthalide Soft Capsules on the ROS, T-AOC, Inflammatory

Factors and Neurological Function of Patients with Acute Cerebral Infarction
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ABSTRACT Objective: To investigate the effects of butylphthalide soft capsules on the generation of ROS, T-AOC, inflammatory
factors, and neurological function of patients with acute cerebral infarction. Methods: 100 cases of acute cerebral infarction patients in
our hospital were randomly divided into the control group (n=50) and the observation group (n=50), patients in the control group was given
conventional thraphy, whie the observation group was treated with butylphthalide soft capsules based on the control group. Both groups
were given sustainable treatment for 14 days, the levels of serum ROS, T-AOC, inflammatory factors and neurological function were
compared before and after treatment. Results: The levels of ROS, T-AOC, hs-CRP, TNF-a, IL-6, NHISS score in both groups showed no
statistically significant difference before treatment (P>0.05). Compared with before treatment, the T-AOC levels of both groups were sig-
nificantly increased after treatment (P<0.05), and which was significantly higher in the observation group than that of the control group
after treatment (P<0.05); the ROS level in control group was significantly higher after treatment than that in the same group before treat-
ment (P<0.05), which showed no significant difference in the observation group before and after treatment, and the level of ROS in the
observation group was significantly lower than that in the control group after treatment (P<0.05). After treatment, the levels of serum
hs-CRP, TNF-q, IL-6 and NHISS score in the two groups were significantly lower than those in the same group before treatment (P<0.
05), the above indexes in the observation group were significantly lower than those in the control group (P<0.05). The total effective rate
was 82% in the observation group, which was significantly better than 52% in the control group (P<0.05). Conclusion: On the basis of
conventional treatment, the addition of butylphthalide soft capsules could effectively reduce the levels of serum inflammatory factors and
ROS, improve the total antioxidant capacity, promote the recovery of neurological function.
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24K #5E (Acute cerebral infarct, ACI)J2:48 Ml I AL N
SRR TR WTTT P BO IR L LR, R b 2 BRI DL 2
WA 2 kT 2AE AR AT AER , B 3 EE 0 0 A i fbat
2 RN RATEK R8RS, R PR WEEF, H R RAE A
PERTAYRET, B RCh BN TR I PR R e ) EE RO, IR IR
AHICHFFY 2 I S AL N S A5 | S AE S i B e Th it 5 ACT
& A 2 B UIARG 45 B R LR F8 bR As fb AT B FREAIS
BEBOREAICE AL B E PR E ST, T R B =
— AN ORI 2, LE O A e DXV N A 2 T R
BT AR B, R, AT SY EBRIT T T R B
X ACT (B E R A AR AR 7  RAE TR T KA 2 T BE A2,
BER ACLIGIRIGI TR AEHTII LR

1 MR 577 %

1.1 BFRTE

BEUR 2016 4F 7 H % 2017 45 7 H IRBEMCIA 19 2P Ik 1 5E
B 100 BIVERFTES G A X G55 & AT ST I e b
PYARRIE 0 FFA A E SRRk T i A B2 1648 R 2 A2 W
FRAE2010 MO0 KRIFHTEINTF 72 /N ;0 FEFEER( 28 MRI
oSk CT IESE ;0 ARAER/INT 80 250 TR ISR A
JEBIE R R, S F SR I B AGRYT . HEBRIRAE 0
ST MY B D) A SR 0 B etk
BRGS0 A4 HALTNRAS & ;0 LT RE R
B0 RREHYTRIERURYT , HaE s i, HABE A I R
BANEE . I BB KIERENLEIE 2355 %t BB (n=50) A1
FE4 (n=60), ¥ RELEH, Tk 23 i), Lotk 27 1], 4Ei 40~78 %5
B, B 28 ], Lotk 22 ), 4E IS 42~79 %, PiZH R EAE
i A — PR Ry T LG A 25 S TE S TR L (P>0.05), B
AT bk
1.2 {7 A%

X RRALHR 25T 8 BAYT , B B ¢ 1 IR BT ] DE b
100 mg, FTFEAABTTES 20 mg, &R 1 K ; #HIki /N 035 25
SR 0.8 g, B SR 6 mL, K 1 3, IFF il % |
WU fE B0 R 22, 20 A AR BRI A , S SE3R YT 14 K.
L 7E LA A T 2R B , 200 mg/ K, HER 3K,
HEHAIT 14 Ko
1.3 $5HRiGT

S3TFIETT BTG A EOP ALR T K 10 mL, B3
- E L4, B 3000 r/min, 250> 10 min, Y4 3% T EP
B TCEAE 20 CUKAE PRI, 0 I S RE P T AR : TNF-
o ARSI SR PO B e 1, 33 4 W 1 v 1S 2 ) 28 5
hs-CRP {446 IR FH 7L 3 i e i B byl X0 &l L
AR R A B R A S L6 (4 R SR PR R IG Sr 2E 1 , i
G A EiE R EYRHE AR A R, 0 SR Fenton J&il &
ROS KRG & T LA T AR PR H] I 5 T 3k b 3
TR UEA T 5 SR T-AOC K37 £ 5 T-AOC 7K F-(ik
FlEWF gAY TREAWRAR), fR%IMHEREL, 520
nm P E OD fE. B4 kAE ) = (& OD fi - X} id OD
{E)/ 0.01/ 30% (SR i / BUREdE)>x FEARTRREATEL
1.4 FFROEE

FAVAR : SIATFRIAH L, NIHSS $F4RRE MK 91%-100%, %%
FRFREE O 90, IARME B ARIA 2% s W SR Y7 RiAH L, NIHSS 7F
SHEAR 46%-90%, FRFRAREE 1-3 9, RN BOEIR BB A
B 5IRYT RIAR L, NIHSS 3743 FEAIR 18%-45% , PRAF B AR
R BRAE5E s o8k S5IBYTRTA EE , NIHSS PR/ T 17%,
TRAE B RIC B BAFHE o Wi R RN AR A 5 B A B
B E
1.5 #EhEEIRGITE

i A5 B 95 A At 26 Ty e 452 40 175 00 R FH NIHSS dt 3297 2
NIHSS R FR R B GER B 5 UL 55 15 A3
H A5 e 2 B R il 22 T R R ™ 1
L6 GEitZENHh

W5 A A Aidim e F SPSS22.0 B ik 4e o b, T4k
B (xE )RR, 41N KA R HR AR FLECR H ¢ K56, 1807 R
DU R IR A5, L) P<0.05 FURE A G4 X,

2 &R

2.1 WERFFEIEINGE T-AOC ROS 7K F LB

g 1 7R, PIALIRYT AT T-AOC \ROS /K- LA 22 5
TeBEHH25 7 X (P>0.05), JAITIG , %) BR4L 54241 T-AOC /K-
4351471002+ 1.17)U/mL F1(11.52+ 1.19)U/mL, ¥ %34 97 A
T FER AL 0 TR AL, 25 ST et 7 (P00,
05) s JAYT I , X HRLL ML ROS /KF- 535 5 T IR iRy iy, 265+
A GeT R L(P<0.05), WELLH A VRYT RIS A9 IILT ROS 7KF
AL, 22 5 3% (P>0.05), HLUWLE 4134975 LT ROS 7K i
FART X IEL1(P<0.05),

% | WARTHIEME T-AOC ROS 7K FEHI LB (xt )

Table 1 Comparison of the serum Levels of T-AOC, ROS between two groups before and after treatment(xt s)

Group Cases Time T-AOC(U/mL) ROS(U/mL)
Before treatment 9.96+ 0.81 536.32+ 28.39
Control group 50
After treatment 10.02+ 1.17* 556.62+ 19.29*
Before treatment 9.95+ 0.83 536.82+ 28.91
Observation group 50

After treatment

11.52+ 1.19%* 539.67+ 29.15%

Note: compared with pre-treatment in the same group, *P<0.05 ; compared with post-treatment in the control group, “P<0.05.

2.2 WAEBFTHEIE MERERFRFRILE

gk 2 s , B4R PRI LYS hs-CRP  TNF-a | IL-6 7KF L
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BEREHTHIFE XL (P>0.05), GI7E, MRASWEN  4.29ug/L.(7.82+ 2.46)ng/L, BIREAL JA Y7 AT W5 FEA%, HsE

hs-CRP TNF-« IL-6 7K -3 514 (6.45+ 0.94)mg/L . (30.41+
531)pg/L. (10.16 + 2.52)ng/L #I (3.98+ 1.12)mg/L ., (21.62 %

ZH AL FRFR TS i 35K T 0] B 41 (P<0.05),

3+ 2 FHLLRTT RIS % SR F F ok FRILL B (xE s)

Table 2 Comparison of the serum Levels of inflammatory cytokines between two groups before and after treatment(xt s)

Group Cases Time hs-CRP(mg/L) TNF-a(pg/L) IL-6(ng/L)
Before treatment 12.76+ 1.30 48.82+ 8.89 14.03+ 2.98
Control group 50
After treatment 6.45+ 0.94* 3041+ 531* 10.16+ 2.52*
Before treatment 12.82+ 1.28 49.77+ 8.56 13.99+ 3.01
Observation group 50
After treatment 3.98+ 1.12% 21.62+ 4.29* 7.82+ 2.46*"

Note: compared with pre-treatment in the same group, *P<0.05; compared with post-treatment in the control group, “P<0.05.

2.3 FLEETTEIE NHISS iF4y B k&2
3= 3 Fran, WI4LIAYTET NHISS $F47 22 S 8 T4 1t
27 X (P>0.05), JAIT A, X AL 5 W4 NHISS ¥4 4

(5.29% 2.17)(4.26+ 1.92), RT3 FEAR, HUL%E
1 AR TN IR, 25 A e 78 S (P<0.05) .

* 3 WARSTHIE NHISS {5 Hy LB (xt 5)
Table 3 Comparison of the NHISS score between the two groups before and after treatment(x+ s)

NHISS Score(Score)
Group Cases
Before treatment After treatmen
Control group 50 10.95+ 4.35 529+ 2.17*
Observation group 50 10.74+ 4.29 426+ 1.92%

Note: compared with pre-treatment in the same group, *P<0.05; compared with post-treatment in the control group, “P<0.05.

2.4 WAIGRKTHHLE
TRITIE AR B AR 82%(41 4], BH I v X 2

1 52%(26 1), 225 A e it 78 L (P<0.05), WLk 4.

& 4 WAIBTTRIRRTT R L ER51(%)]

Table 4 Comparison of the clinical efficacy between two groups after treatment(xt s)

Group Cases Basic cure excellence Effective Invalid The total efficiency
Control group 50 14 16 8 26(52%)
Observation group 50 26 6 3 41(82%%*)

Note: compared with the control group, *P<0.05.

3 g

ACT ML R e, FEOA DA B FE e R 22 4 455 728 M s
FRIE A ORI TS . R it Tl B TSR AL
TR, T T SR R R 5 S S R A,
I, SREBBW A BN 25 YA T R E AR, THRECIAT
A TS HEE T XK, 15 KR ZEHE 3R P R 25 M A ],
SEAERT R AT ACT B HHT RIZ5 09 I RIS 45 5
R T HBRAT e ACL R H KM 2 SRR BT, A5 BT
BN IR E IR, BUARZG B STk T BELDGT A g
FEBE I 5 | (0 AR A3 1 22 AR BER Y | EA AR T B i
Y T s T 2 R 0 A o, 5 45 5 T AR, Dk Ak
Pl TS Ak L I 4 I VAR AR 3 P8, 40 o 28 7 40
FLJE T, B 2 YRR ORI, O LA S0 i/ MR S 4
ORGSR B A A P20

FRARERE & AT, A B4k M 365 B 4k A DNA(mtDNA)

R WP RAEEB 0 , SRR B AL b T e R AR B AT, 7 A K
U H S R A E B R R I S BRI T BE R A e A B
ZoICANARIR T2, PRI, R RS R AN RE M R4t A T A
FESEEIGIEYT I AHFSE o BRALIAYT R T-AOC /K3
BOAIT IR E TS, HOSE A B T R, R IR T
J L7 ROS /K- B A% TA RELLIAY TR, #IA T RBRE
MR A AT — 5 BT AAR B , AT ] ROS (194: 1, JF:
AEMS AL T-AOC fig 71, /AN PA T X AT RES T A
BT Ca*-Mg*-ATP fif§ Na™-K*-ATP [if FlI#8 & Tk 15 1k it
ARG | DA EL L S0 A il P 8 T5 A7 1 i S A 56,
58220 ACT (1 % K e S AL Jm i 08 4 B A e 0y 25
YA 56, 9F HLASRE O 85 ACL R R B4t . G,
# LA hs-CRP [ TNF-a IL-6 SF 40 i R F-1E 4 ACI 9 RIEARICH)
05261 hs-CRP Jg: iy JFFA0 M &5 B A — Fb ST 8 1 L Tl aod i
GERE 194330 , 38 TSk B AL SR A AN Fe e e, 3 A AR A
REIETE I, R, K e FEE %o ACT ) T8 B T i b 3 A ]
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B, TNF-o Jg 2 1 A% - FOWRAN 530 i S M A 7, mT s i
55 I 28 R S 75 S 200 LA T RS i i 45 i A A
Rt MR 2451 10 IL-6 J&— T Z DHRESNE 5~ , A4
o R AR B, 2 5 2ROV, 5 hs-CRP \TNF-a L) W 4%
GBI XA MR i P 224575 Hh RARVE I, 2 s e B T AR
REBERT , 583 (1R A I3 CRP TNF-ou IL-6 7K P05 23 Hh B 6
AL ABFSEEER R 2 T RBIRYT S , A7 LT hs-CRP,
TNF-o | IL-6 7KV & FEAR , HBTRAIR T X B 2H , 3B T4k B
AR AR AR A LTS A PR K, LS PR AT B T R Pk o 411
) 200 L A 5 T A0 M R A A P TR 5 i, 41 ) S I T
FIK, A A AR RO AN A T, AR AR A AT G i
Sb, W2l NHISS PFo»BIEG )7 R B R AR, BSR4 5 IR T
XoF HREH o TR RASCR T T, WA A ORI A TR IR, $2
ANTEHHIRY T BORERN_ AT T AR BRI A5 )7 SV EREAE , fiE
W s B E M IR O, R I A T .
JE PR AT R AT T A BRI 167 i T — A0 A8 I R e
PR BE A, DR LS5 7, DR 18 S 22 T A
11, BEEZDIRE , e 2 s I RIVA SRR,

25 BRI TR H BT O RER A TR BRI 4 nT A 8K
FEAR SV AR S A8 LT JAE PR 1K, 4R mp LR S b A fl g
T AL IIRER B I, R il RGO .
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