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H (GFAP) JKFPZER, AWriES 22 mEa NMOSD G782 . 733E W& 2016 4F 8 H——20174F 12 Az T 1L
PO B 225 — R P & R 2 B 40 ], ALFE NMOSD 35 20 %1, MS 35 20 %1 . KA ELISA V&4 NMOSD F1 MS
i 5 GFAP 7K. ¥ NMOSD 3 BE L2 Jo W Z2 LA 2, o0 R AR PR B2 TR B R 5 — A 27 97 250, A0 R S o
IS A2 Z Bl B6. B12, MUERATEMILEL L nAES S 2MER0.13 g, R 1K, BALZEIT 14 d. RITHTEX
BEHATHE TR (ADL) . F BB EOR SR (EDSS) 184y . W4 97 Bl G B L35 #E 1T GFAP /K PRIl . 45 R
NMOSD 4L F i GFAP /KPR E i T MS 4L (P<<0.05). MERA AN HZH A 2 J5 ADL P4 40 22 S B4 ik % X, (A%
L RAET R, 17 BT WA 25 EDSSVEar dlin 2 T RS = 3, HMWEH M E, 7%
G VRIT R AL TS GFAP K T EUAITRI B 2 T (P<0.001), W4 PR IRALE B % (P<0.001). Z5if
SRR A A5 495 51 S ) GFAP /K- TH s ) LU T4 5 NMOSD 5 MS #3, JES T3 2 Wik ik )T At NMOSD, B
PR THRESGE 3% GFAP /K-F- AT LA A 42 & i NMOSD & i 15 2 e
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Observation on curative effects of Salvianolic Acids for Injection on NMOSD in
acute phase and its effect to GFAP levels

DUAN Ruifen, WANG Bingqing, ZHAO Langfang, ZHANG Meini
Shanxi Medical University First Hospital, Taiyuan 030001, China

Abstract: Objective To compare the differences of cerebrospinal fluid levels of GFAP in acute attack between NMOSD and MS,
and to analyze the effects of Salvianolic Acids for Injection on NMOSD. Methods Tatolly 40 patients diagnosed with neurology
from the First Hospital of Shanxi Medical University were collected from August 2016 to December 2017, including 20 patients
with NMOSD and 20 patients with MS. The levels of GFAP in cerebrospinal fluid of NMOSD and MS were detected by ELISA.
NMOSD patients were randomly divided into treatment group and control group. The control group used glucocorticoid and general
neurotrophic drugs, including methylprednisolone, vitamins B1, B6, and B12. The experimental group added salvianolic acid 0.13 g,
both groups were treated for 14 days. The EDSS and ADL scores were collected before and after treatment. The serum levels of
GFAP were collected before and after treatment. Results The level of GFAP in cerebrospinal fluid of NMOSD group was
significantly higher than that of MS group (P < 0.05); There was no significant difference in ADL scores between treatment group
and control group . However, thetreatment group had a significantly higher mean than the control group, with an upward trend;
There was no significant difference in the EDSS scores between treatment and control group, but the mean of the treatment group
decreased significantly, with a downward trend; Serum GFAP levels decreased after treatment in both groups (P < 0.001), the

treatment group decreased more significantly (P < 0.001). Conclusion GFAP induced by astrocyte damage can be used to identify
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patients with NMOSD and MS. After 14 days of treatment with Salvianolic Acids for Injection, the neurological function of patients

improved. Serum GFAP levels can indirectly reflect the progression of NMOSD patients.

Key words: NMOSD; Astrocyte; Glial fibrillary acidic protein; Salvianolic Acids for Injection
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) NMOSD 2 Wi b ™, MS £ 4 McDonald 2010 4F
& 1E (112 Wr kR v ; @ NMOSD 5t MS 21 1 B
@ZFZHIE R E . HERbRE: O6 H KA % R
U a0 28 RO T % R G A BRI TR
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Table 1 General information of each group of patients

253 F#& e HIRRME/ER  MEDAQP-A4PURFHYE/B  MiE DL AQP-4 HLAAR BH M 2/%
MS 8/12 38.25+5.58 6/14 0 0.0
NMOSD 5/15 43.40+14.38 5/15 13 65.0
pagis 2/8 39.50+13.39 3/7 7 70.0
5= 3/7 47.30+14.94 2/8 6 60.0
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VR R (47.3£14.945) %, H IR KRR & 241,
AQP -4 T4 FH 11 & 6 5] ; XF B4 55 2 ], ~F- ¥ 4%
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PR ], A : B30 25 0.13 g, & FH S 2 W 100 mg,
15 20150816)0.13 g, B 5 I A 5 mL 0.9% S AL 44
ST UEAT 29 R BRI 0.9% SAL B 5
250 mL F K ER ST, i vE S P 2 2 R v
RO IE PR (3040, B H 1k, AT 14 d.
2.3 BXEiR. 05 GFAPE

R S 06 K FH A4 9% 0 ABC-ELISA vE . Fl 47t
N GFAP $ 470604 T B bR AR b, A o i FORE 5t
GFAP 5 By 45 &, NN AEY E AL BTN GFAP, JE

R A WE AR L, R i A P B b g 1
Streptavidin 5 A Y 2= 45 & TN R TAR B 15
0, B N2 IR R , 7£ 450 nm 48 IO BE (4D
8 , GFAP K J& 5 A E B IE B, AT i i 2 il b o i 28
SR HHFRA 1 GFAP B
2.4 EDSSiTE4H

Xt 58 F 245 0 )5 3547 2 YK EDSS VE 4, AL 3
0~10%.
2.5 ADLiIE4

K A Barthel {8 ¥00T€ 38, B 4G i & H#  0
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H;41~60 73 953 B B 21~40 43 9 B BAK G 5 /)
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2.6 FIHEST

K H SPSS 22.00 8 At #EAT G ik o b . E B
GERLRH &+ s B AL B (DY 43 A 3R FED 2o, R4
8] bt A5 SR P ¢ 4% 56 5 Wilcoxon k6 RIS 46 11 B0 )
i o bR R LE SR F R 56
3 #R
3.1 NMOSD 2270 MS 4B % &% GFAP LL 5%

NMOSD 4 fii & ¥ GFAP /K “F- 24.11 (20.64 ,
27.10) ng/mL B & & T MS 4 3.53 (2.37, 4.90)
ng/mL, %2 5 A 4 it % 5 L (P<0.001) . &%
g2,

#2 NMOSD A MS A fx% & GFAP LLER
Table 2 Comparison of GFAP in cerebrospinal fluid
between NMOSD and MS group

205 n/f GFAP/(ng-mL™")
NMOSD 20 24.11(20.64,27.10)™
MS 20 3.53(2.37,4.90)

5 MS 4 [E# " P<<0.001

**P < 0.001 vs MS group
3.2 MELAFXRLE ADL TS ELE

W52 AN B 2H F 24 0 L J5 ADL VP43 1 22 7 6
Gt EGEM B AN A AR, F
TR, SRR 3.

®3 VURAFMIEREADLITFSLLE
Table 3 Comparison of Barthel index between treatment

and control group

ADL 45y
241531 /{5 — —
1BIT R BIT)E
Xif e 10 61.00£24.244 67.50+£23.004
W2 10 60.50-£24.994 79.50+£19.358




Hassqati. Drug Evaluation Research 84255281 2019428 . 237 -

3.3 MEAFIXTRLEEDSS T LR
BITHTJE P S EDSS W B E W= 5,
{EWL 522 EDSS 7 B H b IR AL BRI 2, B R
P ss . HiR WAL 4.
x4 VRAFMIREEDSS 5 LR
Table 4 Comparison of EDSS scores between treatment

group and control group

EDSS ¥4
1 n/fl . .
YR TT I RIT A
Xt 1 10 4.85+2.249 4.50+2.186
W %% 10 4.70+2.084 3.55+1.877
3.4 WELAFNITERLA M 7E GFAP LLESL

W6 TT R 2H R LT GFAP K B & 1tk %=
1697 JE P4 B S GFAP KT R, ZR4E
GUit 2R L (P<0.001) , W %% 41 I i GFAP /K ¥ %
KR (P<0.001). R NES.

x5 WRAFIERAME GFAP LR
Table 5 Comparison of serum GFAP between treatment

and control group

GFAP/(ng-mL ")
W e

YBIT R BIT R
X H 10 12.87+1.957 7.51+1.107"
M5 10 12.94+2.143 3.83+1.0837""
S RAT 7 RTEE 7 P<0.001; 5 HIBALA)T 5 HE#e ™ P<0.001

#P < 0.001 vs same group before treatment; ~"P < 0.001 vs

control group after treatment
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U R A7 7E NMO S 46 05 45 37, 1 88 35 451 1
R AR S BN . e R B A -
GFAP 7KF AT DL A i 41 2345343 10 AR5 S 4 2E P
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