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Protective Effect of Diphenyl Ethylene Glycoside on the Nerve of Traumatic Brain Injury Model Mice
ZHAO Xingyu (Dept. of Preparation Management, the Affiliated Hospital of Liaoning University of TCM,
Shenyang 110032, China)

ABSTRACT OBJECTIVE: To study the protective effect of diphenyl ethylene glycoside (TSG) on the nerve of traumatic brain
injury (TBI) model mice. METHODS: Mice were randomly divided into sham operation group, model group and TSG low-dose,
medium-dose and high-dose groups (30, 60, 120 mg/kg) ,
TBI model in those groups except sham operation group, and they were given relevant medicine intragastrically 1 h after modeling
once a day for consecutive 14 d. The neurologic impairment was scored 3, 7 and 14 d after modeling, the content of water in cere-

with 10 mice each. Feeney’s free falling method was used to induce

bral tissue was determined 1 d after modeling; the contents of IL-6, IL-10 and TNF-a in plasma were detected 3 d after modeling;
the positive cell volume of BDNF and apoptotic neurons (NeuN/Caspase-3) were detected 7 d after modeling. RESULTS: Com-
pared with sham operation group, neurologic impairment score, the content of water in cerebral tissue, the contents of IL-6, IL-10
and TNF-o, and the positive cell volume of BDNF and NeuN/Caspase-3 were all increased in model group (P<<0.01). Compared
with model group, neurologic impairment score 7 and 4 d after modeling, the content of water in cerebral tissue, the contents of
IL-6, TNF-a content and the positive cell volume of NeuN/Caspase-3 were all decreased in TSG medium-dose and high-dose
groups (P<<0.05 or P<<0.01), while the contents of IL-10 (except TSG medium-dose group) and the positive cell volume of
BDNF increased (P<<0.05 or P<<0.01), in concentration-dependent manner. CONCLUSIONS: TSG has therapeutic effect on TBI
model mice, and the mechanism may be associated with anti-inflammatory, the up-regulation of expression of neurotrophic factor
and down-regulation of expression of neuron apoptosis.

KEYWORDS Diphenyl ethylene glycoside; Traumatic brain injury; Anti-inflammatory; Anti-apoptosis; Neurotrophy; Mice
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NeuN/Caspase-3 FHEAN M & o HF 10 pm JE R oK U iR U A 2
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Tab 1 Neurologic impairment score of mice in each group

(xxs,n=10)
45 3d 74 144
BFAR4 2.00+0.89 0.67+0.82 0.67+1.21
AL 11.53+147" 9.67+1.21" 5.83+0.98
TROKTRHIES 10862294 8.82+2.25 547+1.83
ORI 2 9.83+1.37 6.33+1.51" 4.17+0.98"
ZIRGIRT R 9.00+1.79 6.50+1.22° 333+ 121

T 5IFERAE, " P<0.01; SEHIL A, *P<0.05

Note: vs. sham operation group, “P<<0.01; vs. model group, ‘P<<
0.05
32 MNALREKE

BT AR AERYLH AN IR LA b e 70 k2N B
YLK B4k (76.73 £ 072)% | (80.41 + 1.28)%
(80.23 £ 097)% . (78.96 £ 0.83)% . (77.62 + 1.67)% (n=
10) . S{RFARL L E, A A2 /N BUIK AL 285K B3 (p<
0.01), SHRIZE AL, R M1 Rl i /N U 2L
KA (P<<0.05 B P<<0.01) , 7% £ 1 v 77 o Al g 77 it
g E) 22 G 24 L (P>0.05) , Ui BH 2R 20751 B R Ak
VRS Gl AR v/ SR 2V
3.3 BHRAFKERTF

ST AL, BRI /NN ZH 2L TNF-0,, IL-6 IL-10
TR (P<0.01), SRR HEE, “ AR M R
/N ZH 2R TNF-a IL-6 5 5 AR (P<<0.05 8¢ P<<0.01) , —
K LIGY AR 2N BUIZH SR TL-10 35 R i (P<<0.05) , i
BH R SR 0T A0 3 I 3 T B8 9 S 0 AT — & i
YERT o 24/ IN UK ZH 2L b JRAE R 35 S A A 45 R 2R 2.
F2 HHEHNMNBWMARADRERFRENRNER (X£s,n=

10,pg/ml)

Tab 2 The content of inflammatory cytokines in brain tis-

sue of mice in each group (¥ +s,n2=10,pg/ml)

4150 TNF-« IL-6 IL-10
BFARL 30.85+8.93 4339+ 15.15 55.60+17.10
HRIZH 9534+1043"  151.60+24.55°  120.19+£23.25"
TRCIHRAEL 89.80+10.59 133.91 £22.69 128.59 + 16.24
TR PREL 76.66+£10.84"  131.65+1831°  140.56+22.27
TERLKT RIS 65.194£9.00™ 98.57+11.13%  174.12+21.82°

W HRTFARME, " P<0.01; SERIH LA, 'P<0.05,"P<
0.01

Note: vs. sham operation group, “P<<0.01; vs. model group, ‘P<<
0.05,7P<<0.01
3.4 Px#A % ¢ BDNF . NeuN/Caspase-3 fHI$ A E

BT AL RV AN 28 SR v v R 2 S B
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H E R FRRLERBEGRINTRAER . F ik R ARE SRR R R B 2 R [ 48 R E A 1 200 mg
(AB)mIT2ZEHHRE KWEFE U IE ERKFARATE A3 KA RATH 09 737 5 R E (MIC) 5 KR 3588 350 2 T4
) EH FARF E K (MBC) 5 3248 4 MIC A= 2 MIC 2530 & 5 1 ik (W iR K 238 % 1.5x10° CFU/mI) , 5+ 446 3 1 wh & (KCs)
B, &R EeEmBst e G R HRE KWRAE D ITHE ER KRR A5 KK R 69 MIC 43 % 18.75,150,
150.75.150 mg( 24 25 )/ml, MBC % %1 24 37.50,150,150.75.150 mg( % 25 )/ml; KCs B 2= , 4MIC . 2MIC 25 3% 33 5 #F % X 434 A
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Study on Antibacterial Effect of Hushi Enema Granules in vitro
WU Song, LIAO Yourong, TAN Lu,ZHANG Guangqiu(Dept. of Pharmacy, Huanggang Central Hospital, Hubei
Huanggang 438000, China)

ABSTRACT OBIJECTIVE: To study antibacterial effect of Hushi enema granules in vitro. METHODS: Minimal inhibitory con-
centration (MIC) of Hushi enema granules [initial concentration of 1 200 mg (crude drug)/ml] to Staphylococcus aureus, Esche-
richia coli, Salmonella, Shigella dysenteriae and Shigella flexneri were detected by tube double dilution method. The minimal bacte-
ricidal concentration (MBC) were determined by agar medium plate method; 4 MIC and 2 MIC Hushi enema granules solution
were selected to determine sterilizing speed (bacterium concentration of 1.5x10° CFU/ml) and draw time-kill curves (KCs). RE-
SULTS: MIC of Hushi enema granules to S. aureus, E. coli, Salmonella, S. dysenteriae and S. flexneri were 18.75, 150, 150, 75
and 150 mg(crude drug)/ml, respectively; MBC of Hushi enema granules were 37.50, 150, 150, 75 and 150 mg(crude drug)/ml,
respectively. Both 4 MIC and 2 MIC solution had good sterilizing effects on 5 bacterial strains. KCs of 4 MIC and 2 MIC solution
sterilizing 5 bacterial strains were 24, 1, 1, 7, 1 hand 24, 7, 3, 7, 7 h, respectively. CONCLUSIONS: Hushi enema granules
show a strong antibacterial effect in vitro.

KEYWORDS Hushi enema granules; Antibacterial effect in vitro; Minimal inhibitory concentration; Minimal bactericidal concen-
tration; Time-kill curves
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