+ e S 2025 F5A %316 558 May.2025 Vol.31 No.5

GUH 250Kt VP55 TG, J /NS T D9 5 I B PER K- CHOPYS 5 38 B 4444 B Roxt s i 75 S 10 JE 40
MLJE T R[] B 245 541 ,2025,31(5):8-12.

EFHEMMSPERK-CHOPE 2@ EIRTT
ZHE BN HEFSHEHAE TR

?77}4'31’2,i%§3@*2,5{55&-‘5’51’2,)@‘J“ﬁtl’z
(L#d A H AR ERSd A BAER, Hich K 410021;
2 FESRFEARESFR, Ad Ky 410021)

[#%] B AT R E IR A & (CS) A S 09 R m M B e a7 ik RIS R
R, A B R B AR R (NGA) S4B (HCGAL) . S8 +CSLL(HG+CSAL) B By ¥ +4- R A T (MR W &2
Bk 7 )28 (HG+4-PBALL ) o K CCK-8iAd ] 4 JL 76 1 | 370 X, 4 A AR A 48 J B 1= Western blotting 46 2.
e R £ 4598 & @ 78(GRP78) & & BB RNAAE M i M 485 (PERK) BB (W PERK (p-PERK) . AL AZ #0542
4% B F2a(elF2a) BB el F2a (p—elF2a ) .C/EBP B /R & & (CHOP ) B ¥ Bt & BR R % 2 B2 & & B —12(Caspase—
12)% & RZARF AR HCAR MILE N IKTNGA(P<0.05), 2 28 iAo % % TNGLL(P<0.05) s HG 4L % 21 e
GRP78.CHOP. Caspase—12%& & #8 3 & ik ¥ % p—PERK/PERK . p—eIF2a/elF2a#) % TNG4E( P<0.05) ; HG+CS4L %
HG+4-PBAZL R 0 fiL 7% 71 % THGAL(P<0.05) , & 20 it 8 = FAK THG L ( P<0.05) ; HG+CSZL A HG+4-PBA 4L
20 FLGRP78 .CHOP . Caspase—12% & 483+ & ik # & p-PERK/PERK p—elF2a/elF2a 3 & T HG 4L ( P<0.05) . 45 % :
AR B F TSSO LM AR R S, BB S AR T 0 R I B T, A R AL T
#& 7 I8 42 PERK-CHOP/Z 5 i@ %,

[RAEE] B ARIA BRI R e & R B3 W BT M it ; PERK-CHOP/Z 5 i 9%

[PES%£%5] R2855 [L#kARiRA] A [LFEHFT] 1672-951X(2025)05-0008-05

DOI: 10.13862/j.cn43-1446/r.2025.05.002

Effect of Cordycepssinensis on High Glucose Induced Podocyte Apoptosis
Based on PERK-CHOP Signaling Pathways under Endoplasmic Reticulum

Stress
LI Bingxin'?, XU Junying"?, ZHANG Yaru'’, ZHOU Xiaobing"’
(1.The Second People’s Hospital of Hunan Province/Brain Hospital of Hunan Province,
Changsha Hunan 410021, China;
2.School of Medicine of Hunan University of Chinese Medicine, Changsha Hunan 410021, China)
[Abstract] Objective: To explore the effect of Cordycepssinensis (CS) on high glucose induced podocyte
apoptosis based on endoplasmic reticulum stress. Method: Mouse podocytes were cultured in vitro and divided
into normal glucose group (NG group), high glucose group (HG group), high glucose+Cordycepssinensis group
(HG+CS group), high glucose+4—phenylbutyric acid (endoplasmic reticulum stress inhibitor) group (HG+4-PBA
group). Cell viability was detected by CCK8 method and cell apoptosis was detected by flow cytometry. Western
blotting was used to detect the expression levels of GRP78, PERK, p-PERK, elF2a, p-elF2a, CHOP and
Caspase—12 proteins in podocytes. Results: The cell viability of podocytes in the HG group was lower than
those in NG group (P<0.05), and the cell apoptosis of podocytes in the HG group was higher than those in
the NG group (P<0.05); The relative protein expression levels of GRP78, CHOP, Caspase—12 and p-PERK/
PERK.p—elF2a/elF2a in podocytes of HG group were higher than those in the NG group (P<0.05); The cell
viability of podocytes in the HG+CS group and HG+4-PBA gralp were higher than those in the HG group(P<
0.05), and the cell apoptosis of podocytes in the HG+CS group and HG+4-PBA gralp were lower than those
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in the HG group (P<0.05); The relative protein expression levels of GRP78, CHOP, Caspase-12 and p-PERK/
PERK .p-elF2a/elF20 in podocytes of HG+CS group and HG+4-PBA gralp were lower than those in the HG

group (P<0.05). Conclusion: Cordycepssinensis could rednce podocyte endoplasmic reticulum stress, alleviate high

glucose reduced podocyte injury and apoptosis, which might be realized through regulating the PERK-CHOP

signaling pathway.
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