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Abstract

Autophagy promotes cellular quality control and energy metabolism by degrading and recycling
essential cellular components via lysosomes. As a form of autophagy, Chaperone mediated autoph-
agy (CMA) selectively degrades damaged or dysfunctional proteins containing the KFERQ motif
within the cell, playing a central role in maintaining cellular homeostasis. Recent studies indicate
that CMA regulates critical processes such as cell cycle, oxidative stress, and lipid metabolism, sig-
nificantly influencing digestive system diseases. Lysosomal-associated membrane protein 2A
(LAMP2A), a CMA marker, holds promise as a potential target for diagnosis, prognosis, and therapy.
This review highlights CMA research progress in liver cancer, gastrointestinal tumors, fatty liver
disease, and inflammatory bowel diseases, offering new perspectives for clinical management.
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1. 518

WA TE 25 25 MK eI 1) Y8 T A v A ) A L e e R 87 5355 R 4 L PN 470 P 5 52 B2 A 4
ST T R AR ) R EA MR R . MENER—K, B 3 1 B W (chaperone-mediated autophagy,
CMA)IE S G B 1 P Rr € SR 0T, 2 54 sl R PN Ah a4 0 TR 4Er e & 117, i AR A7
HAHEEZ X[1]. CMA g EEas T #K 5w 5 [ 70 (heat shock protein of 70, HSC70) iR 71 & KFERQ
TR HIED R, FFRs %528 I B AR A BB 2A (lysosomal-associated membrane protein 2A,
LAMP2A), J&# @it 5 G H 51 SRt NS R A IR P fR[2] . 159K, CMA TEHM RSB+
MIRFEAE 51 R T V2 R0 WFFERIL, CMA XA K IR i) A= K 2 o0 B 2, LIRS PR A AR
PE R0 A0 V45 i 8 b FR SRR AEPE DRSS, $5 CMA AT AETE X S8 50 1 & LE LI Hh o 4% 3 B4R 3]
[4] [ BF HAE T Ak 28 G Hh A 5G4 L B B2 S0, A 58 Il RV A 5 8 R R T i T 1 S
#

2. HFHENSHBERAIIE

Dice [5] & R BURE R K BRAYUER K R MR R O PR R A b5, ARl MR A %
5E H KFERQ A M i€ CMA HI3E 1. CMA S84 22 R A0 005 (W e e R LR N R s vh R 3%
HEAER, H I REGRIA 218 0400 A RO BRI, S EUE A ROS R R 3G I, AT 40 B i
[6] [7]. (HILAEAN AR AE R AW b E LR A 13 LR /R [8], AL R, CMA TEYLHCRAS il i g £
Wi A W I AU D Bty , 0 1) R 2 R AN i IR 5 (i B P A, R D AU B VR R, X — IR R AR T R
PR T CMA [ O FRFEHLHI[9] [10]. AL, CMA T 4 R B4R DNA 51475 A i 4 it 990 o0 2
FURAEFRANM A 1, GBI AR Chkl B 1R N BEER L ChkL RFSETH, 4EFE DNA B EHLHIKIEH 8%
[11]. EMRELMET CMA I BTSN 7 HIF-1a SEM40M0E 0, It B M i S8 7 M At
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PR T AR [12] . HE— DT L], CMA 78 AN BRI B AR vh R 45 TR 1B, LR
A SR EE YA, T Re@Ed nE DNA 505 Fgn i B 0z, mpom xdE S K. X5
CMA R LE 16T T TIAE A

3. CMA 5t EME
3.1 B

1E P41 i 38 (hepatocellular carcinoma, HCC)H, CMA IiBE 53 X g A A2 A0 R A ST R i 52
B WHFLRY, LAMP2A £ CMA BRI .00 7, HRIETEF AR 835 T, 33 CMA WG
PESZANH, XA AE PR A T A AE NG TE 1A R 54, LAMP2A RIRefEN HCC T AE 2 Wi FI Tl J5 V7
flibr EH[13]. Enrico 25 N RIL YAPL Al IL6ST /& CMA KIFTRAEY), 125 R i, T/ e
FGFE RN . BT CMA TEPESZH, S350 YAPL 1 IL6ST MR 2, Xt — B uE 7 5 Fies 5 s,
ST AN 3G TE . IR AR 28R J1[14]. BeAh, FERFREAL I HCC Ryt FEH, CMAEN—FIE R
W SZ A AR TR AL, RS T B4R RFA0 M Y ARSI T X P8 A PR P P P A R R I, A HE ST
JFF982 40 B S B () 1 FH [15] CMA BRS80S 308 -5 i o T ALY (AT 2 1 B DIAR DG o AR OT i fE
CMA B3 [ AR = 7 % e i 1 B1 (high mobility group protein B1, HMGB1) AT T 1y 5L K] p53 Sk i/
JFF-8 240 KT 4 5 () U - HMGBL & — il 55 DNA Fi 7 A8 52 R0 90 S B AR SR K 2R 1, Hs 4l s ik CMA
3 HMGBL P I N8 p5b3 Hr /KT, Hi 1 240 B A &5 s A RS 1 ol TSy 40 4 1) e 8 I
R, BETA BT kAR S S AR PR T [16] . FERTE A R, M2 B B R4 s o W A FR 17 (IL-
17)BE CMA, MR 5 4 125 11 D1 il CDK4 [kik, SR B1EH7E GO/GL ], M4l
il SR E 75T 00 IR 4R PR T2 [17] 0 S3 40, SRR IR 2 P PR B3 b (1 B SRR 2 — . PR TR ) 90a
(heat shock protein 90, Hsp90a) E S A S 4 FIBIL G 5% CMA, it TXHRE R A, t—5 s
TR A M 2R B AR JE R 251 (18] B, CMA TE T 40 s i1 I 2 I B L], — 5 i
Tk ) SR SRS D A AR R R 0 B ) B BRI A%, 53— 7 TR 36 e Y e P A R YR T R S, A
TEWRYT IR P o H

32. B

£ % (gastric cancer, GC)H1, LAMP2A =3 1A 5 e 20 M i S BE RE /) %5 A OC . WEFi I, GC 4.
P LAMP2A 3835 B8 B, JE R AR 216 B 9 1, LAMP2A 25 /K F i T 1B 5 A 2 5[ 19]
Ak, fEZctE GC Hidad, LAMP2A BRSO T AR EY), LAMP2A FHE B35 A e 18 9 1 AR
FURA I R 3 i Y 5.52 i, 1X— 45 SEHR7R LAMP2A HIREFE GC ¥ 512 W b B A =1 22 B FH A {E[20] - Zhu
[21]55 K I CMA e I 2 3 b8 41t X1~ RNID3 1 B i SR 4 F 4 B 3G RS, 1 CMA S fa T 2 5: 3 RND3
(180 8, T 1 P e 4 ) B4 o GX R B, CMUA T o 8 4 ey 4kl X1 -1 1R B A 2 5 R R A K 5 70
CMA AMYAE B % (G L R R PR, 38 mT e S5 2 B i B VAT ARG o B i 0 R P 2 A% AR A A B
YT 2 R AR DL R 5 PR A SR I Bl . Yoon [22]%6 N7k T B BVER) i tE, B A RS AT
AE2> T3 CMA AR B, T sema R 4 T R 5 7% . TE Bl i, LAMP2A EZALEHTE
R AMME T, AR R B R, LAMP2A W 2 AR FERE AL R IR A AL . X — A0 B R4
i % RAN B AL AR R R 26, mT RN B A BE RS R AR I S FF . 48 1, CMA AU B IR T i
i R B S RN TS PR AL SR AL T B . AR1T, CMA 7E B e i B AR ML 73— B 5T,
KK TT e B 9 PR HETR T SR AT I S
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3.3. SERE

CMA 7£45 E 7 (colorectal cancer, CRC)H %7 i BEWOR HURF 2L, HeZ2 5 1 Ibogg 4l 81 -1 P P i
AU B B DL RO AT 290 i Sz Ve o 5, 09 DR 43 i 1% 45 B 1 10 (sorting nexin 10, SNX10)7£ CMA
W AE AR 2. SNX10 = 2406 LAMP2A [F%fR, S5 CMA KL BEBGE, M2t 40 i
P A R DR P21 PRI RE A . P2 i 411 1) 4 L 14 Bt 2 0 24 P ) S04 . CMIA (13 B a4t P2
7 CRC A ff) 48[ 23]« #e4l, SNXI10 HE 5l i) CMA JEbitiEid F i mTORCL By 75 M ZE B K
S, S mTORCL df%, {21t CRC 4HMu AR B gmfe, SKSCHPm 40 i) P s 5 [24] . 5 BEpE L
%1 8 (fucosyltransferase 8, FUT8)%} CRC [I2MatH7E CMA [T~ RIFEE/EA . FUT8 Bhiga 33K
IR A 7§ BT-H3 BB 47, 2 i G D0 AR I B A R B R . B7-H3 12 2 5 G e b i A i g8 11
H g% ik, FUT8 |51 FDWO028 iEid 4ERF B7-H3 HIfeds, Ref8 W3 MGG bl %)% ) Bi[25]. 7£ CRC
B4 24514 77 T, 5-FU i 25 1) CRC 41 & F CMA il i 3% NF-xB i, 3600 1 i 255 (1 (40 CD147.
GST3. MLH1)FIi/iElE D2 (PLD2)MiE, M4t 5-FU ¥4 T-[26]. 1tk4h, CMA
AR AN A E A OREFE 2B p300/CBP [HIREfE, HE—BHETH T 5-FU MM Z5tE. &E1EN
CMA 7], 81 FHIK p300/CBP Y F&fFE, 158 7 5-FU FI4HFEPE[27]. CMA F 3 5 0E b v] 1
SRIEANM A B VEVE R, JE B TORE R RSSO OCHE . 1 R A B AR AR JT . B SR IR AT BV R
(RUREE[28] [29]. 2R ERTIR, CMA ANE i 75 il s a6 A 401 e 81— 00 00 75 D B A 308 B2 A (12 a9 4
IR, R RN A B 05 A T SRR AR RS A SR T B 40 i R R T

3.4. FRBREE

JER i e — At e R HIR 7 e 3 PRV IR, AR ZB IR RO VR T O 24 1L S 1 B R AR K
[K-F 1 5244 (insulin-like growth factor 1 receptor , IGF-1R) ) 74 £IA % V)M 5% . IGF-1R 1E LA, 7
it e 4 i b KT Rk, JRiE I 5B B 1 Hep90 44, WRIEGyE Wi A1 CMA BRI B AR [30]. L4
K, EFXT Hsp90 HdliilFi NVP-AUY922(992) i Hiid CMA 1178 /1. B {2t CMA X IGF-1Rp 14
SPEREAR, 092 REME K 32 0] B R A L (3 BE AN . X — IR T LAMP2A [IERIEKE, DiER
LAMP2A 1] i¥i%% 992 X% IGF-1R HIFEM#E, #E—BHESE T CMA FERHLE A i Ao fE F[31] 03X 9B (1)
BT IR T — AR TT . R H R AT AR R B AR > EIE ], HSP90a #1751 NVP-
AUY 922 7E RV T o B 54 N A

4. CMA 58F &%
4.1. RIS S

A A 5 12 I8 7 FF (metabolism-associated fatty liver disease, MAFLD) & —Ff 54X i 25 L 25 1) HH 54 1 JIF
FEgesss L BURFAE R I 3 i AR R AR ThRE R 1 . BFFE R, MAFLD BT+ LAMP2A 1)
FIEREF WD, [FR CMA BHPE T 77K P R, 1XRW CMA ThRELE XU H il M= EAA[32]. JaeE
1 2 (Perilipin2, PLIN2)J/& CMA [ARER IR 2 —, S 5RFARWIMHET . T CMA SR 1 /N B2 I
BEMGACU 8, JFRERE PLIN2 RIAME N, SEUFIEA IRV E, X —IREH 751 CMA W&
PER]BE & MAFLD ik i) B 2R 3K [33]. 74k, R E I8N MAFLD (¥ 5 &k, BE& 41K 1
Ko, R A 5T AR T BRI T 0 S Rl 2 IR U R A IR R D T B . e AR A T A G B P T 2 A
(peroxisome proliferator-activated receptors, PPARa) 2 i i B A Ak (1 S B A 15 R 7, HL TG 5 2 4E M R i
R HE B DA [34]. Choi % A KB NCoR1 fEly PPARa [ fifi# K+, BE#EH CMA NS g, 7E
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FEAFEF, CMA IHAERI KT FE NCoR1 R R, X —AR B | T PPARa MG, MIMBLER T i iR
AR, R CMA PR 2 A2 b TR A U R 4% B8 TE VR T HE R [35] . MEAh, AR SRIIE AT
R, HIR B VIBR AR (sleeve gastrectomy, SG)RJ LA 24 MAFLD HIfH %, 1X—3R1E CMA JE %
MR UM oC . Bk, SG @2t CMA 3G e, 3858 7 PLIN2 HIFFMR, Mmssd 1 RFAE I g B
TR X — RN MAFLD FIE TR ME TR i B, thitk—BiEse 7 CMA 76 iR FAC T i S 1
F[36]. Az, @i CMA G, TTAE N MAFLD U5 A6 TT SO0, il 2 78 18 6 g R T AR Ak
SRR E A T RE T 1H -

4.2. JEIHEX1EBE B FT R

CMA TEAEAR GRS i 17 M FFF 5 w0 25998 WL 1) ot 47 B B2 o 1F 903R BH, SNIX10 i 4% CMA
BNETE, BB IERS K 250 SRR A . You [37]4 4 1E SNX10 FEPH mi e /N BRI H B 2
{2 B S R HT IR AR AR M, X — 20N 5 LAMP2A FRIEBE AT CMA 5 M 5 235 ) 4155 . SNX10
W S B U S A (cathepsin A, CTSA) R IAZ FHNH], MIMIESE T LAMP2A [HIF%fR, (€17t T CMA
Mg AR, SNX10 it FIANINE T LAMP2A IR, HI55 T CMA FITENE, X —B 40l T ik
S I SR DURY . IR, SNX10 i Rk £ S50 CMA ThBeidmil, A2 0 40 i i s s AR
W E S AT, HI0 A8 43 XU o 4t TEXUEZF R (diclofenac) 1755 (1 AR D 8 PEAS 2 rf, SNX10 J&
IR CTSA FIRGAINE LAMP2A HIFEME, MM CMA FIEH DRe. SNX10 g 15 CTSA Mk
o, G CMA @SS, I3 — D 51 R M A 28 ELATIF 214 [38]. X B, SNX10 #75 CMA
(R BE /7] RE A2 V425 i o AR A R0 ORAP JFE I 5052 250 5 ‘2 0 400 B SGRENL ) . 28 PR, SNX10 /E 4 CMA 7%
PERIVR TR T, AR FAL AR NHIE 78 AT B8 A =l AR U AR DG B 05 P 73 108 7 S A 0T i 7 1) o 3 B g
SNX10 ¥ CMA Thfg, W] REIEARG B2 175 5 (1 FFF 452473 A0 T 177 72 PR B i — ol iR V68 o7 SR

5.CMA 5t ARG H Mt &ERw
5.1. KM

KA W9 (inflammatory bowel disease, 1BD) & —Fft FH fi73E JiF 5% 52 451 1 G 128 S A48 DX 50y 14D 48 12 8 RE P 9209 o
CMA 1t I1BD A1 UG R e vl s Al i e b i r . 5o B B TR, Thl g id B vsfb 2 0 o K&
IL-12. IL-17 FVIL-23, 0kt i B e p 5143 [39] . CMA AL 15 CD4+ T 4TS AL, 4ERF iz iE G s
RS R IE . (SRR CMA BE08 1S58 8] 78 JT T4 T 40 idIEH, >4
BR] 750 J 38 3R 22 [40] . 76 A5 Tie b T i 2 49 (Dextran Sulfate Sodium Salt, DSS)i% S (45 i R AR o, LA
CMA WL RFRIE R KA BZEA L, HHAREMEA LAMP2A IR IEKTFEH Friémn. #kl, P140
I LAMP2A BB 2 MR S5 17 R IR, 178 CMA B0 245 & B R 1R T SE si[41] . E4t,
6 2 40 M0 fuk /& 3244 1 (triggering receptor expressed on myeloid cells-1, TREM-1)i& it 175 S 4 40 X 1 1 40
WINE IBD B35 1 9RE[42] - TREM-1 $77 LR12 JRAMY fg ot se i M 45 1 76, 10 i8I 2 32 451 1) CMA
T I SR AF PN I RS2 3 (endoplasmiic reticulum stress, ERS), 5 & i Sl 2B MBI A2 45 [43] . AR1T, CMA 1E
IBD HIfEFIANGTT U5 it — 20t . CMA DIRER AT 33 IBD FHEUIRAS, hE CMA 127, #15 CMA

VT G BE MR A S AT A 5 R LT Bl T SR T J0E . ARRTEIR AT JT CMA DhREAT BT
N IBD R TT R AHEHT (1 18 A SR
5.2. B4t

o 2 4 AL & R A% 9% (1BD) # L AR 7™ J R ARE . F A% O WL 2 — & i b B2 18] J5i 5% 4K (epithelial
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mesenchymal transition, EMT), iX—id FE7EpiEti e 8 bl FEBOE, v 444k T2 p[44]. 5 CMA
TE 18 93 P X VR 5 VE AR EL , CMA TELT 4L Fe v R B o 83 IO 4r b i g . BEFCR B, CMA
WL HNE] NF-«B (p65/RelA){5 i, W gE EMT [(HHRE, dEmiimslimF 4e1b[45]. th4t, NF-«B
il 7740 Rigosertib 7£ DSS 5 5 145 1 2 B8 v UG SR UF REWE GG A 2T 4k, 1% — R I — 20 3 KF NF-«B
Al CMA TE BT HE R T 1[46]. GRS I 41 44 36T J7 AW B8, B IR T 19T SR B TR,
CMA TEH iR A itk — B4R . ARSRIFFU AT AR EE T CMA TEAF 4R AR Be I shas Rs1E A, B
J Ul id@ ik CMA R 5 P 1 4 oot 41 4 AL R

5.3. 1SMEBRARA

P2 JR R 98 (1) 457 28 98 i AN A 2345 4 v 5 BUBR R S IR 41 g (pancreatic stellate cells, PSC) 0, (i fdi i
JEE A S A AN S B B TR, AT B R SRR AR 4 4h . £F 4k Ak 18 JB IR 4% 10 S B B AE T it — 20 &
FUBENRIHRERIA TSI, AHREIN IR 3 I Th RERR IS [47]. 7EVEALA PSC H, TGF-A1 lid i 5 i
MR RE CMA i1, 580 MFG-E8 P& fR. B FLRA, MFG-E8 #h7aihyT Aets i 4 iy ot X i
S CMA BRBREIRA 4L . a-SMA [17=4E52 PSC iGbitbn &, JEHEREE KERIEE A~ 4E.
PRI, CMA BUE 7 QX77 AMUHH: T MFG-E8 it LAMP2A Kk, KR T MFG-E8 X ik J5 & [
H a-SMA Fik R4 FH [48] . CMA ¥ A 38 1k 8 71 J It A bR A0 B i) G B 20 - RN AR AL AR DG R B TR IA
TENS PRI AR 5 () R A 5 AR b itk v B S BUEH .

6. BHEERE

CMA 2 — Pl £V VA B AR PR AR AL, i 2 R5 e I & R B, ZETH AL RGP vh R 5 FE 224
o CMA TEHALIE R o IV FINLIAAAE B35 22 5 o FEE R, CMA T VESZ ZIH0HIIEHE 1 40 M 56 An
TR, M4, CMA TR A BT e an ikl iayy . BEd, CMA RN LAMP2A 1 i, {2t
YHARIGTEAN RS . CMA I P RND3 640 Bl X R AR K, S 5 BRINERERE. Mz T,
CRC 1 CMA i FEWuE, 3= B FE MR P21 #vm N+ Dok 4 4 5, [B]iNFidid mTORCL % 1 15 AQ U B
afe, WERITIN )M . TR, BEFFRMARIRN, TR CMA BMZYIRITERL CMA JTi 1A 2
PG 2 R IR =M EE T 1. £ CMA BUE R, mlEid (2 LAMP2A (R IA s et BY 58K
VIR S EEAR TR T RAH AL EY), a0 AR7, FLE G LAMP2A Rk CMA i, 1 CMA I
#70, Wi PPD, W@ LAMP2A FERABTH Hsc70 54 A3l CMA Thig. 2490tk & 5l
R IEHRICIR N CMA & MRS BB PPA B IE Z5 0038 0 TEST V0Pl R, FRAEIll LAMP2A SRik .
CMA i B4 Al R S S AR THRESRAE W 224 b, B B i 236 UE CMA W RIRIT 2. [, &
BB AYNE AT RS AU AR HE SRR TR R . B B AR TR, CMA AL 550 2 1]
RSB B — 08, NTHAL RGN 2 S i 7 SR 4 0 B %

E&ME
IR A T 5 2 5 R 0 T 0 A S S R (20222 XS 0019) o
S5 3k
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