2024 4F 4 155 44 555 4 ] M PE B K FEFER

Apr. 2024 Vol. 44 No. 4 Journal of Hunan University of Chinese Medicine 55]

ARG BE B, JRERL AT H, FE— 6 RANHT XIS i PR R AT K BRI 2 U IO R 9 i L P 92 B 2 A IR T A S D],
W TP B 2K 2mA ), 2024, 44(4): 551-556.

R AN X fodR I B3 i #5207 K B Hog 28 2R S 4K R 0
KRERE IR B 42 B 46 22 4 e ] T ) 2 M)

fe B RBA AR H T
RFET L BB - LSR5 I RSB s bR, DI RI%E 637000

(FEZE) BB FFR RAHHF xS B 5 0 105 K B 41 SR A BLSR RL M 42 2 LR = DA BRI B F BB L, 3% 45 R
KB o B AR A 2 (e B E A K B RALET R B 4 (8 mgkg)  RALFTH A E A (16 mgkg)  RALF & # &
H(32 mgke), A9 R, #I7T5 d G, K RIATH R EIT 2, TTC 46 %4 N hiAF 5t R AR, TUNEL 3 A I 40 8 1=, Western
blot A3l i 48 28 o 47 %) Bk K B & B8 -3 (cleaved—cysteine aspartic acid specific protease—3,C—Caspase—3) 1 % & it K & 13 Bg—
9(cleaved—cysteine aspartic acid specific protease-9,C—Caspase-9) %% B F kB p65(nuclear factor-kB p65,NF-kB p65)% & KT,
Z ol FR A T SL R A B (lactate dehydrogenase, LDH) K, B X B b7 B 3% 45 Il 77 — B (malondialdehyde, MDA) X -, # &
o4 AL 3 AR I A 4B A B L B (superoxide dismutase,SOD)ACTE | b 540 I 4 bt H k3t .1 47 58 (glutathione peroxidase, GSH-Px)
A ELISA A0 & 4 #i /> % -1B (interleukin—1B,IL-1B) . ¥ 78 3 3t B F—a(tumor necrosis factor-o, TNF-a) & &, &R 53t H
Y g A 4 K B R 2 3 TR T (P<0.05) , i AE 20 AR 3 Ju (P<0.05) , 28 AL 1= 46 HFn C-Caspase—3 .C—Caspase-9 & 5 A -F 7+
% (P<0.05),LDH MDA 7-F# % (P<0.05),S0D GSH-Px 7k i1 (P<0.05) ,IL-18 , TNF-a 4 & 775 (P<0.05) ,NF-kB p65 & & %
EAFFE (P005), GHBAWE, RAVFF . F B HEA KR LT 8IF 0 Rk B (P<0.05), i AF Fu AR R K A (P<
0.05), 48 e B 1= 48 fn C—Caspase—3 ,C—Caspase-9 & & /K PR K 1% (P<0.05) ,LDH MDA /KPR & 1% (P<0.05),SOD . GSH-Px 7
PR K T E (P<0.05),1L-1B  TNF-o A B4R K R (P<0.05) ,NF-kB p65 2 5k ACFRK A% (P<0.05), S5 R AT 6 Bk
e PR R 05 KRR 4L S AL B R R KT R 4 48 AL JF 1= Bl F C—Caspase~3 ,C—Caspase-9 By & 3£ , 1 41 R JE A ORI, HAL
# T4 5 T NF-«B 15 58 A %,

(SEEBR) R AL HH 5 b e B R 440 A L ik AR o ROE

(FESZESIR285.5 (CEkFRERS A (L E4H S )doi:10.3969/].issn.1674-070X.2024.04.004

Effects of Clematichinenoside AR on oxidative stress and inflammatory
response regulation and nerve cell apoptosis in brain tissue of rats with

cerebral ischemia reperfusion injury
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(Abstract] Objective To study the effects of Clematichinenoside AR on oxidative stress response, nerve cell apoptosis, and

inflammatory factors in the brain tissue of rats with cerebral ischemia reperfusion injury. Methods Forty—five rats were divided into
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control group, model group (rats with cerebral ischemia reperfusion injury), and Clematichinenoside AR low—(8 mg/kg), medium—
(16 mgkg), and high- 32 mgkg) dose groups, with nine rats in each group. After 5 d of treatment, the rats were scored for neurological
function. TTC staining was used to check cerebral infarction volume, TUNEL method to measure the degree of apoptosis, Western
blot to determine the protein levels of cleaved—cysteine aspartic acid specific protease-3 (C—Caspase-3), cleaved—cysteine aspartic
acid specific protease—9 (C-Caspase-9), and nuclear factor-kB p65 (NF—«B p65) in the brain tissue, dinitrophenylhydrazine method
to examine the lactate dehydrogenase (LDH) level, thiobarbituric acid method to measure the malondialdehyde (MDA) level, xanthine
oxidation method to check the superoxide dismutase (SOD) level, colorimetry to examine the glutathione peroxidase (GSH—Px) level,
and ELISA to determine the content of interleukin-1f (IL-1{) and tumor necrosis factor-a (INF—c). Results Compared with the control
group, the neurological function score in the model group increased (P<0.05), the cerebral infarction volume increased (P<0.05), the
apoptosis index and the protein levels of C—Caspase-3 and C-Caspase-9 increased (P<0.05), the levels of LDH and MDA increased
(P<005), SOD and GSH-Px levels decreased (P<0.05), the content of IL-1 and TNF-a increased (P<0.05), and the protein expression
level of NF-kB p65 increased (P<0.05). Compared with the model group, the neurological function score in Clematichinenoside AR
low—, medium—, and high—-dose groups decreased successively (P<005), the cerebral infarction volume decreased successively (P<0.05),
the apoptosis index and the protein levels of C-Caspase-3 and C—Caspase-9 decreased successively (P<0.05), the levels of LDH and
MDA decreased successively (P<0.05), the levels of SOD and GSH-Px increased successively (P<0.05), the content of IL-1B and
TNF-a decreased successively (P<005), and the protein expression level of NF—«B p65 decreased successively (P<0.05). Conclusion
Clematichinenoside AR can reduce the level of oxidative stress response in brain tissue of rats with cerebral ischemia reperfusion
injury, decrease the expressions of apoptosis factors of C—Caspase-3 and C—Caspase—9, and inhibit the release of inflammatory
mediators, which may be related to downregulation of the NF—«kB signaling pathway.
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