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[Abstract] As a highly differentiated cell, podocytes have a high degree of autophagy activity. Maintai-
ning intracellular dynamic equilibrium degradation can slow down the progression of chronic kidney disease
and protect damaged podocytes from irreversible damage. The autophagy level of podocytes ishigherthan that
of other types of renal cells. The activation of podocyte autophagyis related to mTOR, AMPK, sirtuins, MAPK
and other related pathways,and plays a vital role in various key pathways of podocyte function. It has been
found that podocyte autophagy has become a powerful therapeutic target for improving podocyte injury. This
article describes the functional role of autophagy in podocyte injury,as well as the latest data in basic experi-
ments and clinical glomerular disease regulation,in order to provide scientific guidance for clinical practice.
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(mammalian target of rapamycin, mTOR) FIE 1 57-
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activated protein kinase, AMPK) I 4 2 37 355 15 41 it
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¥, mTOR EH5% 1(mTOR complex 1, mTORC1) Fl
mTORC2""" , mTORCI #9352 B 3015 S5 502 40 i A
B /NG 20 T Ty B B A N B A2 51 40 AT AR P R
PRI K%, a4 mTOR 8 AMPK & 4%, 1l fig
ST T T 3 S A SR YT ik (B D
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3.1 mTOR
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mTOR {5 5 & 7 J& i i 4% H UNC-51 #F B 1
(UNC51-like kinase 1, ULK1) & & ¥ M BRI i T 2
T W U8 4> & 25 H 34 (vacuolar protein sorting 34,
VPS3O E AW HEYE . TFEB/ TFE3 19 41 il N 43 43 Fi
JE A A /N TR M Y [ R e 2 A
AF 58 N 53 FH SR i B U 200 i 7 7 Fe A0 A Y L % B R 1k
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FUHARY B 36 24 80% mTOR A {547 2 40 il % 52 351405
B EHEA A AL ARG E SR, B AR
KM PLA2R J5 AT 3006 2 40 g i) PISK/ Akt/
mTOR 3 [, 7 B F O 47 12 40 i 62 32 08 12 19 &2 i, 5
S mTOR F T34 97 BEE 15 5 32 4t 40 i =4 e 387 .
XU %058 2 W0, SPAGS 76 B b SR % 1 52 9 v i
1% T Akt/mTOR {55 i, #278 SPAGS A REMTT H
Wi JEAE A Mt R AR . R,
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SPAGS I 306 5 v B A B A JE 200 Bf O T 3 i R B v e
MEG ., ZHOU 285 5 L [ w550 i a7 A2 40
L B 5477, 2 TR AT R 1O R AR AR R B I
AN BF5EF W, mTORCL 1 %) . mTOR 24 9y 7]
DLTE W 15 h ) B 78 op i By Bk AE 28 B E 5 1 Kk A
KR,
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i ATP B9 A o s 2> I #8. mTOR #1458 Can &5 M
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KR AMPK/mTOR {5 53 B . 06k 580 R &
VR RN R 1 155 T B o A5, 2 fife 5 /DN Bk L G S 3 IS %
AR R SR A, Sestrin2 J& £ R E - 5E B 1
URE S 4T ELAT B SR A0 M a5 P R R
g T S A B A 3 Y A R S AR . AR R R Sh
PP Sestrin2 (5 22 3k , A ES FHAS M R 9% B L fz-17]
FO 5 A A0 R 41 it A 3 5 B 2R 3 AR B 5 AMPK , Nrf2
S5 S RIH mTORCL 3k, % R4 i i 0 . &
JEI8 A 2R PR VR AT 4k AL, SE SR SR e R

LLZER

A4

Sestrin2
s
AMPK

f—— 1/ ™38
<— EH/ LR

BreiDHIH

PLAZR: W R A2 3244 ; SPAGS K TAH PR 53 CFTR : 8 27 4k fb 25 B8 A% 5 845 IR T 5 SGLT-2 « 4 -4 4 Wl 13 [7) % 18 25 1 25 TSC. 45715 PR A
T & 4 1A s NF-xB: % P F-xB; NLRP3: &% NLR K% Pyrin B2 [ 3; MAPK . 22 24 J5U 3% 10 28 (A 30 s SPLA2-1B. 42 I8 M B g i A2 1B; TNT. % i#

AR 2DG : 2- LA -D-A AT
& 1
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SIRT4 AJ FH Wr FOXM1 7£ & Py R4 Sh 0 4 474 H .
FOXM1 ¥ 5 #0355 SIRT4 F- 30 NF-«B 15 5 1% 5 Al
NLRP3 R HE /MA, DL W5 PR 5 B 9 19 B 61405 2
YA . X se & B R W] SIRT J2& 1 B A2 20 M #3473
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3.4 MAPK
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mTOR/ULKT*™" {55 38 [ 42 iF 2 240 ff 53 45 . 00+l
p38 MAPK HH g # | T SPLA2-IB i 3 19 H W Al
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TE B G 22 085 5 10 2 20 R0 4 v 4 T BRI A
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Ml miR-197 %F N 8 2 15 5 00 2 40 i 1 15 B A R b
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AR W 88 e ] LA GTP 1 Ras W &Y. 5 # N
mTOR 55 B IR AZ 845 . & WIBE IR 25 10 T /2 41 At H 1%
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WS mTOR 55 . 4 SF 8 R B s i 40 B B JR EE A
4 HiES@EK
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RS ANAH I TS, TNFAIP2 38 i, TNT 31
T IV A RT3 it A 5 48, o AR DR O ' O T R T B A AN
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