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[ ABSTRACT ] Aim To explore the clinical efficacy and safety of edaravone in the treatment of hypertensive cerebral
hemorrhage. Methods From January, 2011 to June, 2014 in our hospital according to the experimental conditions, 190
cases of hypertension cerebral hemorrhage were chosen and randomly divided into two groups: edaravone group (95 cases)
and control group (95 cases), the two groups had the base treatment, the neural function defect scale (NIHSS score) , daily
life activities ability score ( ADL score) and hematoma volume size were recorded and serum C- reactive protein (CRP) con-
centration was measured, at the same time the adverse reaction was observed in 14 days, 21 days before and after treatment.
Results Before treatment the ADL score, the NIHSS score, hematoma volume size and serum CRP of the two groups had no
significant statistical difference. The NIHSS score after 14 days and 21 days of treatment in the two groups was significantly
lower than that before treatment (P <0.05), and ADL score was higher than that before treatment (P <0.05), and serum
CRP concentration was lower than that before treatment (P <0.05), and hematoma volume size was smaller than that before
treatment (P <0.05), and the edaravone group with lower NTHSS score, higher ADL score, lower serum CRP concentration
and smaller sized hematoma volume was better than those in the control group (P <0.05). Conclusion Patients with
hypertensive cerebral hemorrhage were given the foundation treatment and edavaone, which was beneficial to promote hemato-

ma absorption and improve nerve function with no obvious adverse reactions.

{1 I ik £ 1L ( hypertensive cerebral hemorrhage, RPRFRARE G, H AT B R SIRYT i, Bl
HCH ) /2 JEAS R AR 2 1 — Fh AR L0, e 0k i U g o o A B AL OF AR TR A, 2

(B E#] 2014-12-23 [fEEEH] 2015-02-14

[{EERNT] TEF L, 8 ELEIN, ZENFEMLENEADE5T, E-mail & wangxuejingl 111 @ 163. com, YKL it 3
TEBEVN , #82 , FENFZ NR2AFST , E-mail 4 tang6246@ tom. com, BIHAEE BN, 114 B FATE N, FENFEMH LN
BT, E-mail i 121276021 @ qq. com,



706

ISSN 1007-3949 Chin J Arterioscler, Vol 23 ,No 7,2015

B DN I ] FELAAC e DX LA BRAS AR AL T 22
PRI SES G b J Bl I ) B A B i B,
A R A LA Jo] P AT iR 20 21, kst 220
REBRBLALIR , PR B 2 H BT B OFFE PR, Rk
0K S (EVSPTRICE CEL P bl Ed I R IR PR M TV VA EEE
D AHRTE I I RIS , SR HAE w5 M i H 13
77 A RE RN 2

1 #RFAE

1.1 HRITH

HE 2011 £ 1 A E2014 46 ALERAEITH
B LR R AL CT # %, il B 3
FraPAEE o A EMNMAE K F RSV H E M
1 B R T B R A A o R o B BT AR O
FBEAUTH A NLARE R RATHE, NTAFE
O AxHATLER S QKK E <72 h; @
K Ja R VEAT A6 OIS B F R @NIHSS
>4 0, ®EH35~80 %, #HkrE. OB A
MR FEEERY EHaBRMEFLHE ;Db
HAEFENS O BT 2E, FREFE
TR B B 190 B, 2R F 116 7], & 74 B, E AL
FRAR IR i 2 41 95 A Fn st BB 41 95 ], IRA A4 F
54 6,4 41 B, &G F % 36 ~80 ¥, F 3 64.2 +
8.8 % ;WM fr. KA IX 67 ], et 16 £, /N i
9 f,mF 3 F;HiimE 3 ~40 mL, F 3 20.76 +
5.74 mL; & 3F 8 R 26 1], 4 3F 5 o g 43 {5 ; NIH-
SSiFa 4 ~32 4, F#25.6 £11.3 4;ADL iF 4 18
~54 4 73 32.8 +13.5 4 i CRP K JE 8 ~40
me/L, F3#17.68 +4.17 mg/L, *FEH F 55 i, &
40 B, KR 38 ~79 ¥, F 3 63.4£9.4 ¥ 1
e ¥ AL FE R AZ X 66 7, Bt 17 F], /N 10 6, fi
F2 4], HinE2~45 mL,F321.59 +3.97 mL; &
HAE IR 25 ], & 3 i fg 41 1] ; NIHSS 3F 4 5 ~
38 4, F326.1+10.4 2 ; ADL ¥ % 17 ~56 %+, F
¥131.3+13.5 % ;% CRP 5K E 6 ~38 mg/L, T
18.12 £3.70 mg/L, 4118 B 4 VAt ] 45 4% B
M & NIHSS iF 4~ ADL 3 4~ i ¥ k< /N % CRP %
EHLHEITFER(P>0.05), B4 T ik,
1.2 #H/HAHE

HAREARFERFELRE DEFR . H L E
KN RE AR, I8 KRS % % T oK
Ve AR E P L R P i AR BT 9B O R E S H LB T
S e N i A i i
4 ER,EHREEEREEMNGLARBROGAR

NF A FF) 30 mg m N A FE K 250 mL 2
K/R, 321 R, dBEARSTHARSE, K@
JE PR AE BB RIEEE MG, 21 X,
1.3 MEigkR

WAHTIEIT A KIET E 14 X 21 RI#EATH
Z - b 5 T - (NIHSS 37 4 ) | B % £ & 7 30 g
¥4 (ADL 3 %) (7 C K p & @ ( C-reactive pro-
tein, CRP) ¥ J& A | B i fif A AR A& /Nl €, NIHSS
TR RkEm 45 2, kK204, 28K 0~15 4%,
F Al 16 ~30 4, AL N 31 ~45 2 ADL 1 4, i
2100 4, 1F 2 >60 2 AR TR ,60 ~41 o FEH
B,40 ~20 2 FR S H B, <20  EeFEH B
CRP & A Jy 2 B8 1 BUAT #% ik o 1.5 mL 3% A&,
E#MEA0~8 mg/L; f ff ARAR A /NRFEARE S H
KAR(CT FlifFx KBTI KZ x A x B&
x BEEx1/6m) &5, ®lkx CTH#HEEH 0.6 cm,
Brolit EAR N KBE x 57 x BH x0.3(mL), W
EEF LT M A A RRI,
1.4 FitFEFH*E

B U s R, BT A JE KA B KA ¢
frie, ML P <0.05 A ZRAHITFENL,

2 # R

2.1 T

IHITJR 14 R 21 K, Pidl NIHSS PF4p HiRdT
H I A (P <0.05) , ADL 1143 L8 97 i FH s
(P <0.05) ,CRP ¥R EEHIRITHT FRE(P <0.05) , Il
AT IR I AT 4 /N (P < 0.05) , HAK A f 7= 41
NIHSS ¥4 BEAK ADL ¥ 43 FF 5 CRP W& B T [ 1
IR ARFRZE N PEF X IRAL (P <0. 055,38 1 ~4) .
2.2 ARRRE

PRAL AR 24 R H B0 I 3 RS PR S )R
N, HP G RIZR A 1 BB E TIRYTAH 9 KETE
WRIR T Z= st 3 B R I, X R T i % e, Ak 2k
WARPIAR G R T IE A R, Frf
FWRE AN B YRR, 75 R A LA BBk BT S
et — W E

3 3

YE43 R Ak e ML P IR 0L R A i 4 A B
ARAE AL i AR 52 4 B T, A5 AR 5 e U, g L I
LA AN 9 o5 57 255 2 X o ] 2 20 A L
FEAIAR T EL AL e P % H ] P20 335 £ B3 A 4



CN 43-1262/R W EBHIKAEL 245 2015 4557 23 B4

7 707

& 1. JRJTRI/E P4 NIHSS 45 (b &
Table 1. Comparison of NIHSS scores between the two

groups before and after treatment

g A n IRITHT WITE 14K RIFE 21 R
X HE 20 95 26.1+10.4 21.46+2.46° 15.3 +11.6°
WkfiZE4 95 25.6x11.3 16.46 £2.22*>  10.8 £8.4*

a A P<0.05, 5F4EIFHTHE ;b N P <0. 05, 5% e 41 ] s i) o
M,

% 2. BITRIEH A ADL ¥4 b &

Table 2. Comparison of ADL scores between the two
groups before and after treatment
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szl 95
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R 3. ATTEIRTAME CRP RELE (mg/L)
Table 3. Comparison of serum CRP levels before and after
treatment ( mg/L)
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xR 4. BT AIEAMAIMMEFRR /LR (mL)
Table 4. Comparison of hematoma volume size between the

two groups before and after treatment( mL)
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