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[ Abstract] Celastrol is extracted from the traditional Chinese medicine Tripterygium
wilfordii Hook. f.. It is a kind of traditional Chinese medicine monomer with extensive
pharmacological activity and has anti-tumor, anti-inflammation, anti-oxidation and
neuroprotective effects. Studies have found that celastrol is not only closely related to obesity,
tumor and cardiovascular diseases, but also plays a neuroprotective role in the cerebrovascular
system by regulating various signaling pathways. At present, effective drugs for stroke are still
limited, but with the deepening of the research on celastrol, its therapeutic potential in stroke
has received more and more attention, especially in ischemic and hemorrhagic stroke, which has

shown good therapeutic effects. Therefore, this is the first time to systematically summarize the
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therapeutic effects of celastrol on stroke and the underlying mechanisms involved, in order to

provide further directions and references for the neuroprotective effects of celastrol.

[Keywords] Celastrol; Pharmacological mechanisms; Stroke; Ischemic stroke;

Hemorrhagic stroke
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Table 1. The therapeutic effect of celastrol in ischemic stroke

R BN B4 1Y 5 2iW1E YEHIBLH S 30k

Bri R HEPESD AR pMCAO UG YIRE; W FIEp-INK. p—c-Jun, [17]
HEFEARAN NF-xB ik

B dEAh HEMESD R pMCAO WEEMZTIRE; W R Ep-p38. p-JNK. NF-«B [34]
MR DMK Rk

B HEMSDREVBEACHIZ pMCAO/OGD IR MIZ SN ;s M TEST2/IL-33(5 S %, 12 [30]

JC . SRRV T 2 LIRS R/ INSE S 248 [ M2 AW £
BrimezEd  HEPECSTBL/6/NE/BV2  pMCAO/OGD  JBIRIZS 40T 5 BTG N2/ HO- 115 5 i 5 # 2]

gl YT PidETS ﬁ?‘]NLRPN(:aspase—lfﬁ%ﬁ%

iE: pMCAO: XJE¥3hkfLE; OGD: AMEF 4,

PUCAOSHIELR ~  —— TiHp-p38. p-INK. poc-Jun, NF-kB
/N ST
.I 14\ IV
o N
® - 2 RAE
WOHIL-33/ST21% 53t B — ey
wme:
ANBEF AN )
M2/ INBE T AR i
\ ‘ . O Ne2/HO- 115550 % — WZRE T
U AN e T
W — FMHINLRP3/caspase—1 {751 — T

B1 SABIRATHRIMEZERRZGIELH
Figure 1. Pharmacological mechanism of celastrol in ischemic stroke
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Table 2. The therapeutic effect of celastrol in CIRI
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Figure 2. Pharmacological mechanisms of celastrol in CIRI
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