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Clinical study on Naomaitai Capsules combined with edaravone in treatment of
post traumatic cerebral infarction

YONG Li-jun, JIA Yuan-guang, HE Ming-fang, LIN Feng, ZHONG Dong-sheng
Guangyuan Central Hospital, Guangyuan 628000, China

Abstract: Objective To investigate the clinical effect of Naomaitai Capsules combined with edaravone in treatment of post traumatic
cerebral infarction. Methods Patients (88 cases) with post traumatic cerebral infarction in Guangyuan Central Hospital from May
2015 to May 2016 were divided into control and treatment groups according to different treatments, and each group had 44 cases. The
patients in the control group were iv administered with Edaravone Injection, 30 mg/time added into 100 mL normal saline, twice daily.
The patients in the treatment group were po administered with Naomaitai Capsules on the basis of the control group, 2 grains/time,
three times daily. The patients in two groups were treated for 14 d. After treatment, the efficacy was evaluated, and the changes of GCS
scores, TNF-a, IL-1, S100B protein, MBP, and GFAP in two groups before and after treatment were compared. Results After
treatment, the clinical efficacies in the control and treatment groups were 81.82% and 90.91%, respectively, and there were differences
between two groups (P < 0.05). After treatment, open reaction score, language score, body movement score, and total score in two
groups were significantly increased, TNF-o, IL-1, S100B, MBP, and GFAP were significantly decreased, and the difference was
statistically significant in the same group (P < 0.05). And 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 Naomaitai Capsules combined with
edaravone has clinical curative effect in treatment of post traumatic cerebral infarction, has significant neurologic protection effect,
which has a certain clinical application value.
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2053 MEE IR 7] TNF-a/(ng’L™") IL-1/(pgmL™") S100B/(pgmL'") MBP/(ugmL ') GFAP/(pgmL")

pugict R Adil] 4.3140.29 6.691+1.27 167.46+86.53 12.52£4.66 13.33+£3.77
WBIT G 2.6740.25 3.37+0.57 89.63+12.47" 736117 4.7540.94

bi=pad 1BITHT 4.3540.27 6.67+1.25 167.354+86.42 12.46+4.63 13.27+3.72
ERIE] 135+£0.13"% 23540534 6574112354 26440754 221+0.82°4

SR ITHE: "P<0.05; SxiR4LATT G HE: *P<0.05

*P < 0.05 vs same group before treatment; 4P <0.05 vs control group after treatment

24 MHETFRKN L

WAL FEER T IR R I R L 2 . 0K
My Z ). VS SEPIAR DA R A DR A
3 e

413 1 A 70 Ay P % £ R A AL A —
FERAE, KIFFEN 8%~19.1%, TRILEKEIL 45%,
%ot A 40 4 T LA T s Y A A
2 IR P o 519 s P 1 o 2 PR B w2, 0k v i
LM AL, SEUWAL RIS .. Hig)7
T TR E Y, . RUEREE TR . 4ERF I
PR R, WO 2 ThBE .

Wik hr 7= kB B AR H RS BRI, BAREn
TN == A 23 A L N 1 | LR S A A& e
H A AR, A E B S0 2T 4 A
K7 A PR AR KR 7 S 2 oo R RN 5 5 2
NO &/ P, Wik e th =t 16, £ 8

Wi L FFSL . SIEE. HA. a2,
B e, fIE . HESER 2SR T2
P2yl I asBARABIMIER: =t
FLAVE AL BRAR LY 5 e SO S e PR S5
FHZ . AL 2040, AL XS IR A I LA
AR (AR (AT A W IR SR E 5
AR ARG IR BRI SEE s T
G REFRMIEN . CIEFFFHSEER: A Bl
FEAH G PSRN WA E HEA A0
I, HEXERZE TR,

AR A R P2 RGEAH DG EE AR B M Rk H R
TEA T E 5. S100B. MBP H1 GFAP /KF- & ik
B I E 5 T AR R S TS B VDA O, R A
PRI AL (R AR, TL-1 M e i
Ja kR — AN EEEA T, nEF A R
0 W SR JAS s T R 2 11 40 R 2R BT P R 4 e



LR RS

Drugs & Clinic

E3H HoW

201649 A + 1341 -

TrJE 2 e 5T TNF-a 80 A% W 40
G AR RAER -, w2 1 40 i 2R AR R
1, LESNKHFEREAL . P R 43405 S S A AR 7 T
HEENEH, HACP IR RAa 2 1,

ARG R BN, G AR R ALIE T B
BN 90.91%- 81.82%, WAL ZE RAGRI24 K
X (P<0.05). 97 JG 4L GCS V¥R IR 4LiRT7
AU BRI AE I B  (P<<0.05).
YRIT A Wi S s TNF-a. IL-1. S100B. MBP
Al GFAP JKVH BAR T FALIGIT T, HIRTT 1R
BEHE (P<<0.05), it BTk Ze e R I & ik hr 2=
HARG PSR IER . seAh, PAIEA RN
RAR F e R WA G FE S, U kAR R
RS HOE P 221897 SM P I B 07 2 U]

g Pk, ik A BRI A ok b A= 09T M
PERRBEZE B A B IR 2, B B ME Y6
Ry ER, BA—E MR N M.

53 3Lk

(11 5k Bl AMatEisiseisin (0] T ESH 2 Mk

[10]

7k, 2015, 10(3): 23-24.

5 WL AKIE S A T SR AR 24 B B AR I P A 5
[0]. +EIAC LN, 2014, 8(1): 180-181.

AT, WRVeREE, WU, TR AR R T 2 Ak M BR AT
5% [J]. W EEE 24273, 2003, 18(7): 408-413.

PR, #h&mi (M) dont: AR TR, 2002:
115.

WA S o A Fp S I DR e 28 ) e R AR PP B v
K Ry S E AR dE [J]. TR M A RRE, 1996,
29(6): 381-383.

L. NGkt GCS PR3 S5 s foc s [J].
BE 2L %3, 2006, 10(2): 86.

FLLE, R, 2R AU M P IR A (I R 43
M (3. IR EE 25 SCHik LT 2%, 2015(18): 3705-3705.
Brouns R, De V B, Cras P, et al. Neurobiochemical markers
of brain damage in cerebrospinal fluid of acute ischemic
stroke patients [J]. Clin Chem, 2010, 56(3): 451-458.
Hhi 7. IL-1. IL-4 BN 2 250 5 i A 2 AH SC PRI
[D]. F5KHE: IIEEERIRE, 2009.

ZAEM. K BUH3 5 4128 TNF-a. IL-1B. NO 221k,
HISERHIFT [D]. REE: RIEBEFERYE, 2004,



