2022 4 6 55 42 &4 6 ) WM E P E K F F R
Jun. 2022 Vol. 42 No. 6 Journal of Hunan University of Chinese Medicine 809

AICHIH DR A EAE 2 ) A PR A, R 2. MCAO BEAY R BN [ i B A AN [ ik X Thrombin 5 LC3 11/ T 3235 AR SCHERF5E[]].
AT BE 25 K22 R, 2022, 42(6): 899-905.

MCAO YR FRAS ] R AL A AR AN [E] i X, Thrombin 5
LC3 11/ 1 FihnyAa ST

DGR FRHLY M FEE 2 AR 2R
(LiBIR P B2 R 2 P R 25 5o B, T 1V 410208 5 2.1 g # I 25 R 27 v 7 12 495 O I B 17 363 180 1 4 TS S R ¢
iR KD 410208 ;3.0 F T B 24 K E RSB iR K7D 410208)

(FEE) B FF st o U & 4B A (B RUIS-YD”) K R A& 1 F & bt A R 5] B X 9% i 8 (Thrombin) 5 # % 1 % &
B 1 %4 3(light chain 3, LC3)W s AWML MR ZH X, Ak ¥ 128 R SD XA QML HBF A4 ISSYDQ2 h4 h8 h,
12 h24 h 48 h.72 h) 4,541 16 R, 28 FAJE 2.4.8.12.24 48 72 h BUM 3T #4741 2 3 2 6 4097 20, W BF 40 7 A R i 40 &8
FHad kB E R EED 235-Z R LA Gk e W E IS E Ak R0 A FL R AR, Western blot 3% 4 & i R &5 98 2 iy
Thrombin LC3 T/ T ity 3k, £ 8 5B F R 44, IS-YD 12 h.24 h 48 h 413 4 37 i 5 303F 2 A & (P<0.05), 5B F A4 %
IS-YD 2 h 4 h 441, IS-YD 8 h 12 h.24 h 48 h 72 h 41 4% 5 th 4 B % 3% K (P<0.01); 5 1S-YD 8 h4l 40k, IS-YD 12 h.24 h,
48 h.72 h 41 jiAE AR AR B 3 3 A (P<0.01); 5 1S-YD 12 h 4148 th ,IS-YD 48 h.72 h 41 ji £ %0 R & % 3% & (P<0.01); 5 1S-YD
24 h 4148, IS-YD 48 h.72 h 41 4% SE AR AR B B K (P<0.01); 5 1S-YD 48 h 4140t ,IS-YD 72 h 41 i A% 56 th R B 2 3 K (P<
0.01), 58 F R4 A4 ,IS-YD 12 h.24 h 41 % & #2 & Thrombin LC3 11/ 1 % 3£ 8 % # % (P<0.05); 5 1S-YD 2 h 4 h 4148 ., 1S-
YD 12 h.24 h 41 % Ji #03 & Thrombin LC3 11/ 1 % 3£ B 3 3 5% (P<0.05); 5 IS-YD 8 h #4147t ,IS-YD 12 h 24 h 41 % i 1.C3
/1 %3 8 ZH5E (P<0.01); 5 IS-YD 12 h 448 1 ,IS-YD 48 h.72 h 41 & Jf Thrombin LC3 /[ % ik B # ¥ 1% (P<0.05),# 2
LC3II/ T # 3k B % 1% (P<0.05); 5 IS-YD 24 h #4148t IS-YD 48 h.72 h 41 )% i #2# % Thrombin LC3 I/ I % 3 £ % 1% (P<0.05) ,
HEBEINELAK M, BZ R Thrombin § LC3T/ T 69 % 91 % % % 56.7%, % % Thrombin LC3 T/ T & % 1 £ & % 53.3%., &1t /i
#4% J& Thrombin 5§ B X &G LC3M/ I £ 7 AN AR G d b B Kb AR A A EMN P LA FEAXE, B BT 85 Et
B R H TN R — B ARG T R SRR T Rtk 24 R BB K

(X8R) Ao, Aol F G RFLE MREFE,MEEAXELS 1 B 3;235-Z KL A HaL

(HE 4 %5 )R255.2 (XBRFRAEG A (X E 4 S )doi:10.3969/j.issn.1674-070X.2022.06.005

Correlation of Thrombin and LC3II/1 expression in different ischemic phases and

different brain regions in MCAO model rats

MA Ruomeng™, LI Dingxiang’, PENG Xun', LI Yujia"’, YANG Jingjing'?, DENG Yihui**

(1. College of Integrated Traditional Chinese and Western Medicine, Hunan University of Chinese Medicine, Changsha,
Hunan 410208, China; 2. Key Laboratory of Hunan Province for Integrated Traditional Chinese and Western Medicine on
Prevention and Treatment of Cardio—Cerebral Diseases, Changsha, Hunan 410208, China; 3. College of Traditional Chinese

Medicine, Hunan University of Chinese Medicine, Changsha, Hunan 410208, China)

(Abstract] Objective To study the dynamic changes of Thrombin and microtubule-associated protein 1 light chain 3 (LC3)

in different ischemic phases and different brain regions in ischemic stroke with blood stasis and toxin interaction model ("IS-YD")

(W& B #3)2021-09-08

(EE£ B JE % [ AFHE3E 400 H (81874416) .

(E—1EE)DEE L WOFIEE B 5E05 1 L0 I A0

GBS VRS 1 WBZEHE, &, 2082, W5k 30, E-mail : 64413830@qq.com.,



900 W1 R TP s 24 K2 244 hitp://hnzyydxxb.hnuem.edu.cn 2022 5 42 &

and their correlation. Methods A total of 128 SD male rats were randomly divided into sham operation group and IS-YD (2 h, 4 h,
8 h, 12 h, 24 h, 48 h, 72 h) groups, with 16 rats in each group. Neurological deficits were scored at 2, 4, 8, 12, 24, 48, and 72 hours
after the operation, respectively, and then the rats were sacrificed to remove the brain tissue, and the cerebral cortex and hippocampus
were separated. The volume of cerebral infarction in each group was observed and calculated by 2,3,5 —triphenyltetrazole chloride
staining, and the expression of Thrombin and LC3 II/1 ratio in cerebral cortex and hippocampus was detected by Western blot
method. Results Compared with the sham operation group, the IS-YD 12 h, 24 h and 48 h groups had higher neurological deficit
scores (P<005). Compared with the sham operation group and the IS-YD 2 h, 4 h groups, the cerebral infarction volume in the IS-
YD 8 h, 12 h, 24 h, 48 h, and 72 h groups was significantly increased (P<0.01); compared with the IS-YD 8 h group, the volume of
cerebral infarction in the ISSYD 12 h, 24 h, 48 h, and 72 h groups increased significantly (P<0.01); compared with IS-YD 24 h group, the
cerebral infarction volume of IS-YD 48 h and 72 h groups increased significantly (P<0.01); compared with the 48 h group, the
volume of cerebral infarction in the IS-YD 72 h group was significantly increased (P<0.01). Compared with the sham operation
group, the expression levels of Thrombin and LC3III in the cortex and hippocampus of the IS-YD 12 h and 24 h groups were
significantly enhanced (P<0.05); compared with the IS-YD 2 h and 4 h groups, the expression levels of Thrombin and LC31I/1 in the
cortex and hippocampus of the IS-YD 12 h and 24 h groups were significantly enhanced (P<0.05); compared with IS-YD 8 h group, the
expression of LC31[/1 in the cortex of the IS-YD 12 h and 24 h groups was significantly enhanced (P<0.01); compared with IS-YD 12
h group, the expression levels of Thrombin and LC3II/I in the cortex of the IS-YD 48 h, 72 h groups were significantly decreased (P<
005), and the expression of LC3IlI in the hippocampus was significantly decreased (P<0.05); compared with IS-YD 24 h group, the
expression levels of Thrombin and LC3II/1 in the cortex and hippocampus were significantly decreased (P<0.05). The two proteins
showed a linear correlation, and the correlation between Thrombin and LC3II/1 was 567% in the cortex and 533% in the hippoc-
ampus. Conclusion After brain injury, Thrombin and autophagy-related protein LC3II/1 have similar dynamic expression patterns
at seven different ischemia time points, and are highly correlated. At the same time, the two time points with the most obvious changes in
autophagy are identified, and the optimal time points of drug reaction are screened for further study on the treatment of cerebral
infarction.
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