2025 4F2 A P A R AR A February, 2025
$35% 2l CHINESE JOURNAL OF COMPARATIVE MEDICINE Vol. 35 No. 2

FEAEMS , 55 2R 2. LneRNA SR 0L/ FHE T8 353 D5 A SCHLIRI OB Tt Jie (). rh [ B BR 272, 2025, 35(2) + 109
-115.

Hua ZP, Lyu X, Li H, et al. Research progress in role of LncRNA in mechanisms related to cerebral ischemia/reperfusion injury
[J]. Chin J Comp Med, 2025, 35(2) . 109-115.

doi: 10.3969/].issn.1671-7856. 2025. 02. 011

LocRNA 55 filk # 1./ F5-36E 7 451 497 40 5 HIL ] 09 A 5% 30

kEMWE FLE OBELBER HANAEE

7/

(LS RHE RS PR B o — MR B e e AR, NSl sk 01401052, NS RHE RS- 3k PR B
W ERE, WS sk 0140143 A S BHE R A0 3k BRA2 e MR~ i 4, W5ah a1k 014014)

[E] skl B E# (cerebral ischemia/reperfusion injury , CIRT) &5 Wi & P8R 1L MK A5 H (acute
ischemic stroke , AIS) f 35 T3 1Y B 20 SR PR PR, HOWLHI B 2 4%, 24 1 R 52 2 W, K EEIE 4 RNA
(long non-coding RNA , LncRNA) IE4iA% RNA (non-coding RNA , ncRNA) H1 i —2& | IR 5T 2 56 e T H -5
JEEVIAEC , AR ESE KB, LncRNA 5 CIRT (99 B AE B PR R RE AR 7R B VDO AR | T3 2o 52 e bf 28 R 8 1
SEAL I 2 W SR T, RE S AL, S 5 CIRT M s i i 2, 1 1) S5 1l 98715 CIRT A9 Bk JF:
TEJITRS B (AR OGRS s h i B A €0, PRI AR SO LneRNA 78 CIRI W2 5 0845 YA CHL BEA T30

[X$2A]  LncRNA Bl TR ; i A o
[FESZ%ES] R-33 [ XHERtRIZFEE] A [XEHS] 1671-7856 (2025) 02-0109-07

Research progress in role of LncRNA in mechanisms related to cerebral
ischemia/reperfusion injury

HUA Zhipeng"*, LYU Xue®, LI Hao®, YANG Zhanjun®, JTIA Jianxin’*, YANG Zhifu'"

(1. Department of Neurology, the First Affiliated Hospital of Baotou Medical College, Inner Mongolia University of Science and
Technology, Baotou 014010, China. 2. Graduate School of Baotou Medical College, Inner Mongolia University of Science and
Technology, Baotou 014014. 3. Department of Human Anatomy, Baotou Medical College, Inner Mongolia University of
Science and Technology, Baotou 014014 )

[ Abstract ] Cerebral ischemia/reperfusion injury ( CIRI) is a pathophysiological process affecting the
prognosis of patients with acute ischemic stroke ( AIS). Its mechanism is complex and remains unclear. Long non-

coding RNA (LncRNA) are a class of non-coding RNA (ncRNA ). Early studies of LncRNA focused on their
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relationship with tumor-related diseases, but recent studies have found that they are also closely related to the

pathological process of CIRI. LncRNA participate in the damage and repair processes of CIRI by affecting oxidative

stress, autophagy, and apoptosis of the nervous system, as well as the inflammatory response and other mechanisms.

They can regulate the progression of CIRI in a positive or negative way, and they play an important role in the related

signaling pathways. This review focuses on the mechanisms by which LncRNA regulate CIRI.
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