2020 4F 7 155 40 555 7 M ow P E K ¥ E MR
Jul. 2020 Vol. 40 No. 7 Journal of Hunan University of Chinese Medicine ’17

R
ACHIH SRS 2 5L B0 AL R KR I RN, B A SN A% 5 ot M Y i A B R R e 2 i 2 S AR A 40 A TR FE AL A 5[], 780
B PR 25 K2R A7, 2020,40(7):817-822.

i 2 5 %S i o LSRR SR e 2 i S A Y
A EH] S AL 5

Ghan 2 R B B k& 4R, R R E A
(1351 Pg T S 25 R 25— B S B, W K 410007 ;2.0 5 B 25 K2 rh pE BE 25 4 24 B s K7 410208 ;
30 PR 2 KR R AR B W KT 410208)

(FE) BB A 5 A 7 x i i &M ok B 2 a0 i A 0 T BUE R R EALH, ik ROA B kit 4T M2 SD
KB AR AL Rl B F R4 BEALAL N- 2B it A R (NAC) AT B 41 & 7 # AL & (NTFC) 4L | i 4 77 & 1 & (NTFH) 41,
EHTHEENFBHT dERM ;KA HE R ENRMALHEL LS, RA Zea Longa 5 FIF 4 ik AT K BoM 2 34 fe 8 k17 2, R A
2 A KR A R M i 4 4R B 5 1 A (lipid-ROS) 4 B, KA 2 % 4tk & Western blot £ A I 4 it Ik 12 4, {4 B -4 (GPX—4)
FHETTRENHAAE2COX-2) kK, ER SHFAAMK HEAAARA WAL RERGA L mE 02 )X 759
B, 4R GPX—4 R 3k ¥ B {5 lipid-ROS & # COX-2 R& W B 7, 2 73 ¥ H 411 F & L (P<0.01); 5B A 4 b5 .
NAC 21 B jwi # 77 4 7 & 4L 32 40 07 0 Bl 8, 2 oh fe 8k R 37 2 91 B 8K, 41 44 GPX—4 £ 5 ¥ B 7+ & ,lipid-ROS 4 & .COX-2
F 3k ¥ B 1K (P<0.05,P<0.01);NTFH 41 GPX—4 %k 5§ NTFC 41 & % % # 5 , {2 NTFH 4 Lipid—-ROS & & & COX-2 % 1k K -F 3 ¥
BART NTFC 41, 2 57 54 53T % 8 L (P<0.05), &8 i 2 7 *7 3278 M0 o M 3K B GPX—4 Rk, U M 4 0 e By i A 4 17
EFFNHAMEGAR T A M BERENA AN -2 B g A2l TIERETHEAANE,

(RSBIA) fi ot 1 A AR AT 5 kLT AR T A R
(P E S ESIR285.6 (AR SR )A (XEHS )doi:10.3969/).issn.1674-070X.2020.07.008

Study on the Intervention Effect and Mechanism of Naotaifang on Neuronal

Peroxidation Injury in Rats with Acute Intracerebral Hemorrhage

ZENG Jinsong™, LI Hong', LIAO Jun’, LIU Lin', HUANG Juan’, YU Jianbai', GE Jinwen**
(. The First Affiliated Hospital of Hunan University of Chinese Medicine, Changsha, Hunan 410007, China: 2. College of
Integrated Traditional Chinese and Western Medicine, Hunan University of Chinese Medicine, Changsha, Hunan 410208, China;
3. Medical College, Hunan University of Chinese Medicine, Changsha, Hunan 410208, China)

(Abstract] Objective To study the intervention effect and mechanism of Naotaifang on neuronal peroxidation injury in rats
with acute intracerebral hemorrhage. Methods The model of cerebral hemorrhage in SD rats was established by autogenous blood
injection, which was divided into a sham operation group, a model group, a N-acetylcysteine (NAC) control group, a Naotaifang
conventional dose (NTFC) group and a Naotaifang high dose (NTFH) group. Materials were taken in 7 days after model establishment.
HE staining was used to observe the pathological morphology of brain tissue, and Zea longa 5 grade scoring method was used to
assess the neurological deficit of rats. Lipid—ROS was detected by biochemical kit. The expression of glutathione peroxidase—4
(GPX—4) and ferroptosis marker cyclooxygenase—2 (COX-2) were detected by immunohistochemistry and Western blot. Results

Compared with the sham operation group, the pathological damage of brain tissue in the model group was significantly aggravated,
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and the neurological deficit score was significantly increased. The expression of GPX—4 was significantly decreased, and the lipid—

ROS content and the expression of COX -2 were significantly increased. The difference was statistically significant (P<0.01).

Compared with the model group, the pathological damage of NAC group and Naotaifang groups was significantly alleviated, and

the neurological deficit score was significantly decreased. The GPX—4 expression in brain tissue was significantly increased, and the

lipid-ROS content and COX-2 expression were significantly decreased (P<005, P<001). There was no significant difference in GPX-4

expression between the NTFC group and the NTFH group, but the lipid —-ROS content and COX -2 expression levels were

significantly lower than the NTFC group. The difference was statistically significant (P<0.05). Conclusion Naotaifang can improve the

expression of GPX—4 in rats with acute ICH, so as to reduce the peroxidation injury of nerve cells. lis intervention mechanism and

effect are consistent with the biochemical process of ferroptosis and its inhibitor, and the intervention effect of Naotaifang

in high dose is better than that in conventional dose.
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