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[ Abstract] Cerebral infarction is a clinical disease with corresponding neurological symptoms caused by
cerebral ischemia and hypoxia caused by cerebral blood supply disorder. It is one of the most common
cerebrovascular diseases and a serious threat to human health. The prevention and treatment of cerebral infarction
has an important social significance. Angiogenesis is the key starting point for medical treatment of cerebral
infarction, and signal transduction and transcriptional activators (STAT)/hypoxia inducing factor-1 (HIF-1)/
vascular endothelial growth factor (VEGF) pathway are important pathways to mediate angiogenesis after

cerebral infarction. This paper took the angiogenesis as the starting point and the upstream molecules of STAT/
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HIF-1/VEGF signal pathway STAT3 and miRNA as the main study objects, and comprehensively discussed the
results of chip sequencing, experimental research, traditional Chinese medicine (TCM) pathogenesis and TCM
treatment. Based on the regulatory mode of "TF-miRNA" and the idea of "micro-whole", it is suggested that
under the guidance of the basic theory of TCM, cubic compound prescriptions of TCM and its active components
might activate the STAT/HIF-1/VEGF signal pathway through STAT3/miRNA feedback loop to promote

angiogenesis after cerebral infarction, which puts forward a deep molecular mechanism and new direction for the

treatment of cerebral infarction with TCM.
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5p, F ## miR-33c-3p, miR-1839-5p, miR-34c [ &
KU IF L BE LTS STAT3/VEGF 15 53l % 12 1k 1%
B SE J5 1 8 AR ik 4% kR S BE E JH miR-9a,
miR-15a, T i miR-124 & 35 Pk & 6 i DX fi i 3 &
[7i] Fsf SE 525V BE I 45 JAK/STAT 15 5 3 4 75 Jili 451 8 95
95 TP 2 AR S B R I — o R i e S
4 3% 1L 28 2% J7 7 i A AT 2V 3 B I 45 STAT3 25
(2381 Wk A2 10 B A 0 oG A AE J5 It 4 R A=Y . TR
i P 25 S0 43 BE R 35 STAT3 5 miRNA 43 1 2
TR A BE 5 I R 2R A9 & B EE SRR LA
miR-210"%", miR-21"%", F J miR-33a"*"' % miRNA %
KT JAK2/STAT3/VEGF A 56 38 #% 41 fiki 45 3E 1fiL
o, NIk h LRSI S T, & R T 5
WK 53 BILI , PRT = 25 76 A BT IS Il 45
AP B IR AR B R S
4 ZHRERE

L5 R IR AR AT R I R H W L 2 e T
JE T BN S i B 12 0 B A — N S A B i A T A
S HBIG W IE 0 G R UI A Ao B SR S O A4S R A
SENURBI O S L B el 8 R 2R 5 = X A
R 2L [ o 4, 2R B &, AL T 3 7 Ik
A WA FE B RS IR /B 45 5 STAT/HIF-1/
VEGF il #3005 , ¥5 5 ¥ (W VEGF, STAT3 % ) it
FIk V- 1] 0 A8 R A 5 a1 #% Bl A B AR A S i
¥ . STAT3, miRNA B & STAT/HIF-1/VEGF if
i k1375 e MR LTI | A Wl e 2 o e i R R 2 i e
Fik . MR ORI, STAT3 5 miRNA J i 3 b 47
7E STAT3-miRNA % 55 i 2 #5120, i€ #F miRNA 1Y #%
% 3 W77 7F miRNA-STAT3 &% I 455 #5410
STAT3 11 B i & J , W Fh B2 X 25 & 52 W STAT3,
miRNA ) £ ik , i STAT/HIF-1/VEGF 18 % , 75 ki
FEFE J 1% 7 2E vh AR

EPEREMMEISE ST, ERTHEZL MU
ARy T HLH 454 “ TF—miRNA P8 #5420, 70 b
B R R SR A5 AL AR £ AN I 919 Il
w25 52 5 A B0 ) BB 38 if STAT3/miRNA J 15t 26
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