R, P87y X M e T 40 4 R RS B/ I I A L Ak I SE Rl 3k
AR

KEM ERE L HERLT FLEFA AUAMLENTEG AL %K, &0 550025;2. 5 M # E
é@k%@m%,mm 5500023%"1\1%%‘5%‘%' FREFR, % 550001)

HEHSES R285 XEARERE A XEHS  1001-0408(2020)23-2858-06
DOI  10.6039/j.issn.1001-0408.2020.23.08

B OE B TR R EB s e 545 A K R IR R EAL R KR B F R AR, ik SD K R AL A BT K4,
BER M Fe RFB 3 F KA F4[7.88.3.94,1.97 mg/(kg-d)], A4 20 R (A BEAR T AR & do 50 T S EAE R A M ANL ) . BRARF
Repsh, L ASMR A RARREAFES PR ESE . ToHhh2hi, 4&%7!:%%4‘%&4}13&&523;g%ifgﬂma1 mL,
BEHURREIERME R I mL, B8 1R, E8LHTd RREHE,DEKEARFAVZE I sk 0, KA TTC &%
WA K RH L AL e STt B Ag st AR E 4k, SRR 0% 38 58 e & R MR K R B e 85737 X Tba-1 Fa'riémﬂéé’aﬁL 5L,
5% Al Western blotting i # ) K 5 iz &2 ofr - 85 77 X Notch-1, i 9% 3R 58 B T o (TNF-a) | 28 it 18 £5 HE 2F 1 (ICAM-1) & & 69 FA
Mo R BFREKRIHLALRRIUARIL R 3355 H bk de F 0547 X Tba-1 Fa b sk 1 B 2 o400k, 5B F Ralbi A4 X K
Jii 20 S48 50 R IR 5 ik do 05 A7 X Iba-1 FAME 20 i 238 %, B 2 MR & R A ; AV 29 a8 07 5  E iz e @A a4k
VA B Jisi B . B4 X Notch-1 . TNF-0 . ICAM-1 % & 69483 £k K-F 3 B Z 95 (P<0.05). SR MbE K5 &F 34K &
JiE 40 2% 5 R 383 R B AL B 45 /0 ; o B e 8 A X Tba-1 [ R GK 40 I PTIR, Y s oAb 22 2 4R 53R 3R & AR 58 @ AR & 9 WA &
Jifi B o ¥ 15 4% X Notch-1. TNF-0, . ICAM-1 % & #9 45 £ ik K T35 2 2 AL (P<0.05 3, P<<0.01) . 25k K3 B 3 s B o 153455 42
AR REA — A EARIAER , FTIR %2 F A 23045 ; - HUH] T 48 5 49 ) Notch 12 5 8 38349 /IR 20 LB AL B K 9 B T 9 R ik
H*Xo

KEBIR s A A s KTy DR m e KR B T Notch 45 5 i@ 845 KR

Effects of Chrysophanol on the Activation of Microglia and the Expression of Inflammatory Factors in
Cerebral Ischemia Model Rats

ZHANG Yazhou', CAI Youde’, HU Feiran’, GUO Qing’, LI Yuhong®, HE Qiansong’ (1. School of Pharmacy,
Guizhou University of TCM, Guiyang 550025, China; 2. Graduate School, Guizhou University of TCM,
Guiyang 550002, China; 3. Second Clinical College, Guizhou University of TCM, Guiyang 550001, China)

ABSTRACT OBIJECTIVE: To study the effects of chrysophanol on the activation of microglia and the expression of
inflammatory factors in cerebral ischemia model rats. METHODS: SD rats were randomly divided into sham operation group,
model group and chrysophanol high, medium, low dose groups [7.88, 3.94, 1.97 mg/(kg-d)], with 20 rats in each group (the
number was complemented in cases of death or unsuccessful modeling during modeling process). Except for sham operation group,
middle cerebral artery occlusion model was established in other groups by improved thread method. After 2 hours of ischemia,
sham operation group and model group were intraperitoneally injected with 1 mL normal saline, and each administration group was
intraperitoneally injected with 1 mL corresponding drug, once a day, for 7 consecutive days. After last medication, the score of
neurological impairment was recorded; cerebral infarction of rats was observed by TTC staining, and the percentage of cerebral
infarction area was calculated. The expression of Iba-1 positive cells in ischemic penumbra of rats was observed by
immunofluorescence staining. The expression of Notch-1, TNF-a and ICAM-1 in the ischemic penumbra of rats were detected by
Western blotting assay. RESULTS: In sham operation group, there was no infarction area in the brain tissue, and the Iba-1 positive

cells in the ischemic penumbra were few and branched.

A FEGIH SRR H (No B3R5 36 (2016]1009) 5
SN A 1o S A AR AR A A SRR (No B 208 KY (2018
052) ; SR BE = B R AEIUH (T2 %k A A ) (No. 5% i &

Compared with sham operation group, the infarction area of
cerebral tissue in rats was obvious in model group; the

number of Iba-1 positive cells in ischemic penumbra were
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increased significantly (P<<0.05). Compared with model rats, the infarction area of cerebral tissue in each dose group of

chrysophanol was reduced to different extent; the number of Iba-1 positive cells in ischemic penumbra was decreased; neurological

impairment score, the percentage of cerebral infarction area, relative expression of Notch-1, TNF-a and ICAM-1 protein were
significantly decreased (P<<0.05 or P<<0.01). CONCLUSIONS: Chrysophanol has a certain protective effect on the brain tissue of

cerebral ischemia model rats, and can relieve the nerve injury. Its mechanism may be associated with inhibiting the activation of

microglia and expression of inflammatory factors mediated by Notch pathway.

KEYWORDS Cerebral ischemia; Chrysophanol; Microglia; Inflammation factor; Notch signaling pathway; Rats
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Tab 1 Results of neurological deficit score and the

percentage of cerebral infraction area in rats

of each group(x ts)
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Note: vs. sham operation group, “ P<<0.05; vs. model group, “P<<

0.0
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Fig 1 Observation results of cerebral infarction in
rats of each group (TTC staining)
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Fig 3 Electrophoretogram of protein expression of
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Tab 2 Relation expression of Notch-1, TNF-a and
ICAM-1 protein in ischemic penumbra of rats
in each group(x+ts,n=38)
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KE T 0.190£0.036” 0.152£0.036* 0.198 +0.056
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TE: ST ARAE, " P<0.01; SHITIA AL, "P<0.05,"P<
0.01

Note: vs. sham operation group, ™ *P<<0.01; vs. model group, "P<<
0.05,7P<<0.01
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