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Research advances in endoplasmic reticulum autophagy and its roles in associated diseases
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[Abstract] Endoplasmic reticulum is an important organelle in eukaryotic cells, which is responsible for the folding, processing
and transportation of secretory proteins. A variety of stimuli inside and outside cells can lead to the accumulation of misfolded or
unfolded proteins in the endoplasmic reticulum, resulting in abnormal structure and function of the endoplasmic reticulum, which is
called endoplasmic reticulum stress (ERS). Endoplasmic reticulum autophagy is an important endogenous mechanism to alleviate
ERS. It is often considered as a cell protective procedure, which participates in many important physiological processes, such as
metabolism, immune response, inflammatory response and cell proliferation. Endoplasmic reticulum autophagy is an important
endogenous protective mechanism to alleviate endoplasmic reticulum stress and restore the endoplasmic reticulum homeostasis,
through eliminating redundant and disabled endoplasmic reticulum membrane and macromolecular protein complexes, which is
critical to cell function and fate. This paper reviews the types of endoplasmic reticulum autophagy, related specific receptors, main
regulatory mechanisms, and its role and significance in the related diseases.
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F W (mitophy) . ¥ [ /4 [ Wik (Iysophagy) . #% 1 Wit
(nucleophy) M AZBE{A A Wi (ribophagy ) 35 41 Jifd i 2L 51
AW, LIS B Wi (xenophagy) . g F W (lipophagy) .
L YEN A (ferritinophagy) DMK TEREAESIEN
SRR E AT b B A R TR
TR H AT 2 52 i 41 AR S AT RE A — A A RSB,
5 ZFPBIRE I K A R SRR,

1 AN EERSEE

A T ) 2 40 D A AR B R R A L B 1 oy
CLANML M T A EAZ M 354 oA, LR 2 i
LA R TT: 0] /1 o A JR g b 52 A i I R e 7E %
SORARGER, KRB PR PR A 220 fe
SEELLELSE, AR B PR, S
AMURZARIE, AT mRIE A IR . A TR
B AR S AN, R AR P AN R S5 R A DL 4
I AR AT PR BT s P A R R AT
BERAC NG S f AR I, R IR
ROF T O TR T 237, 0 40 i (4 1E 5 2R B Zh
RE AT 2 OC 2 BRI, . R . Bl
R AR S RN R, AN L SRR R AR TR ZY
AR 22 51 E N B R D RE ST, BRI P JRRN 3
(endoplasmic reticulum stress, ERS)M. PN Ji ) JiT 12 45
T REBON T AR N R MR, oL assm
J5t W A 5% [ fif AV FH (endoplasmic reticulum assoeiated
degradation, ERAD)FEf#ARIEMATE M ™1, LA
Lo R R & B R B 1 3 A R AR & &
1 57 (unfolded protein response, UPR) minHEAE
B EHEZ R IN T N H A R AR, TR
BB G AU e Ah N BT e A W (ER-
phagy) it 1 [ gt A2 451 0149 A5 O ST 45 4 B A R e
PR N BT 8 1 6 1 SRR AR, 11687 1A J5 99 7 UPR
TRl 5K, FEIE N R IEARFI RN, etk Py J5t
PRSI o ERS i BTS2 I A5 S s, =
B T Re RS, ELEAETIY,

2 AN B

AE T ARGRE AW, R A R R A
e LR o A A JB RN 4 I 4 R S e R
PEVEVE R, ARSI ERS B A BT I 4 K/ INFIIE A4
(7 A (3 figp ot B2 ) AR AT R T, IR P9 B Y
T3, RIEXTA B ECEE . RN RS TN RE A il
SEBERTY. AUIRKE, et R A
T S ) 200 A 0 o LA 8 o T A AR B
JRTE SO, ™S8 T PR R 1 W B s R T A
OB A A A AT AR N B
FI I 38 4 4 R AR K SF, ERS I DU 4 o 213
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TEPN, FHE s R, UPR T HEA NN A
Wit 52 A4y ¥ TR AL, LA PR B R A 9 5T 10 Be A B T
HEREN, (RPN RMERERIKEN . 2595
ERS J5 7] DL A 5T 1) 19 e (] BRR T, DAV BRITTAR Y
BT 2548, B Bl A BT AT S A B R . ERS Y
WRHERRZ, ANIRH 5T 4 ERS A] GRS M b i3
TERLE N T [ W2 AR filan, 7Edmiz AT
AN ERS L, TR BT A WA AT AR AR
34 X (stimulator of interferon genes, STING)Z 5
ST ) R k% ERS B2 F s /), i/ BRS 520
HHMIFET-R . BT I 2 R DR O N LN ERS
JNE J B BN AL, XA N AR A R
KA AR, —BaARy, B A MR A
& N B[ 6 (macro ER-phagy) . PN BT I i [ 5
(micro ER-phagy) . % ¥l % iz 4 5T % [ 1 (vesicular
transport ER-phagy) %',
2.1 WEME AW A WA sz R bRl
FRYARE S PR T O D R8P R 25 0 R S - 4 L B
WO, S N R B A RS T R TR, 20
FEFR AT M E A . 2007 4F Bernales 2524 % B F £
TEERS 5T T, K i) A 5 190 ] ] 3 0 002 JE 2 4y
FR WAL, BR AR A R N o I X, i Fe 2
IEEE AW, HRA SRR, JRPHESSh N
BRI EL E W MR SZ AR RN, BT
FES PR FEBLEE 3 (DIRYIPZ R ibs 5
HZ 2 454638 (ubiquitin-associated, UBA) 14 A] %514
W Z ks &, 2 EMEMEER 13
(microtubule-associated protein 1 light chain 3, LC3)#f
HAE A gs R4 [LC3(GABARAP) -interacting region, LIR
(GIR)] A TR F kL1 oo /F ATG17/F1P200 il
] IV 1A 15 B 43 2 4 LC3/GABARAP;  (2) il (s 5 4
% N B R R 1 Wz AR, 32 Y LIR(GIR) 2544 42k
B H 5F LC3/GABARAP 7K [ Fll ATG17/FIP200,
FRIRARHY T Wed P A A —3, 4T il % ATG1/ULK
Wl S SEEEATE AL, 58 A WK RS ZhoT i
A IR FEAOSUZ IR & R, SEA 2 PR
IR AR 27
22 WM AN 8RS EY ER N A R
AR, PR HBNE ARG HEUN . RS
Wee A S R AR R A B R Bl L e, AR AR A RS
SHI A B H 1

VEPEPE T H WL A [ A 2 7E B B b i e ML 2
1, gk B IR IR S IS R F YRS, BER
NNEAZ SRR RN, JFE s A/ Ve A A
TR A rp—Le AR LT AR Y, P Y e B D R
T ATG R RIL, KpE@Em A, Hi5,
A 235 WL 3 4 I AR DG A ™), TES 1
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BRI A TEAR MR, A BT M 23 8T8 o — b e &
M2 2G5, IRZ NI GE . B i PG 2
S PN BT I L I A DG R TR R P B T L A2
PR BT L AT BT 6 A e T RBP4 T E &R o
B35 2 Nem1-Spo7 W 2 52 5 1A LA Kz iy B ot 1) N AR
N E LK (endosomal sorting complexes required for
transport, ESCRT) 3K VI W7 i B 1K 5, 52 Wi & W5
FUR e

TEVEFLS Y AnME b, A Ca®*-ATP B i 551 175
K ERS, FifiJ A5 A 5T K 2 3 A v ¢ 21 P J5 R £
FIWEILG . RIAL 2 A Jo 190 il 70 1Y) 20 000 L H Bl N Vs il
PRAFIED . PN BT IR s 2 SEC62 FTLC3, fHAR
e 2l AW RS 3l A ¢ T (I ULKL, ULK2,
ATGI3 FIATG14)55 . AT, RN 5 Bt
2 ESCRT-,  H iy A B I B WL T 447
TEARZBERK, Gnfd A iR s . IR Bk BB
AR OCHE > TR RS 5 N BT MG E W, EAR
AW T LC3 S 53 A MERIESE , (H AR
i AN B
2.3 PN AW RIREE N A
I S T N BT I [ W SZ A, T AT SIS 1 B
-5 IR/ A R GERL G BRI

PGB LR UTHE L 00 P T I i (B, 3%
IRARTE HAB AN AL &5 1 P AR AR 2 A LB
TEW B, 38 is FEOE AR R IR T & E
FRTIE S BT & i o i v 1 — s o0 Al
i ERAD i fe i s AR, FRELRT R & A H
F B DI REIE 555 2 Fh 5 AN BB #E A ERAD ik 4. 14l
m, EEHRASWERE KETESE, SiH% iz
WX, EARHEZREZ R EHSNEMEH
TR ES TR, = fisr e, Tkl
AL BB BRI ERYFE Ao I, 7 E Ak sk
TR R AR IT B H 5, AT RefE
o O NIV 235 449 3§32 (] 6, 35 A R 1R 9T 28 A AN T3 TR
FAR G, dE I 5T ) - I AR OC R i (ER-to-
lysosome-associated degradation, ERLAD) J7 2 ¢ [ fif
HERPY, 20t BT B 40T calnexin(CNX) . P
M HEZARMLCI S5, Wik, A% kzigi
PR Ry LC3 MO e i N BT 1) W

[FRE, TERERESCE R IR S DE . fdi A
PP 7 A i B B 1 A S N TR PR R N Tk
TR E, STEREA s 0 N BT I 25 A8 s rh 2 B,
F W T R A 380 ) P e iz WA AR R PN JB PR DG
Ko FHEAKRY,

3 WENBREHEXZE
VAR /6300 AR gk A T I B BRI K15 LB
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M 32 1A A R G P 4 e BE IE A DG OC &, AR, I
JoT I W P s B0 e B AR A2 AR S . PR, X
AH I AZ AR 2 e S T e AL B R 2 = i 5 N o
WA W S . BeAh, PR A ISR R I L
Y. TERERRE AR I A, S AR R
Z, sARE, AW, T 3CE S AHILD)
YRR AZAR IS .

3.1 ML TN A RESZ AR WL Sl P
HBEAH G5 R B T ZFh N BT B sz ik, Hd e
HI] K BN K J5 134 1 b1 B[family with sequence similarity
134 member B, FAM134B; SUFR A PN ) Wi 5 A
¥ 1(reticulophagy regulator 1, RETREG1)]. SEC62.
KA RPIR P Bz 2 3(reticulon 3L, RTN3L). 2 Jifd J& 4]
ok A 1(cell cycle progression gene 1, CCPG1),
atlastin3(ATL3) il 52 AL 3% 3K £ [ 264 (testis expressed
protein 264, TEX264)'/%'{‘ Tﬁ?ﬁj‘?{ﬂ?/\(@ 1. VU %
RN S, HEASW S A 20—
LIR/GIR 25935k, (14532 1R mT 50 2L sl P [ wE A i
LC3/GABARAP KIEE LA, T LCIHE B
PR JoE P i PR 2R A, TR B 1 Wt /DA T Ay Joi Py B
& G ot S P O A Do ) S B 5 7 N
W B MEJR B B A ¥ (ULKL, ULK2, ATGI3,
ATGI101, FIP200 %543 ) IRl M EAEH .

3.1.1 FAMI34B FAMI34B J& T ¥ 51 A0 L 1 5% i
134 8 o AR ZIEN A 5 AL AHF], FAM134B
EETHRNEM, Z& Pl e iEwY
B P B A A2 A4 . FAM134B S k& —Fh i
JEP I K (R R K1), W9 R BLHARER IS 518
T A g 1 A A AT RS AH B[R] e L7 8wt b
2T Re A RN R R R ZE R 7 B P o] BB 7 i
HHELAED MR TN A WESZ K, FAM134B
JfL BT #4330 C o B — > LIRSS K3, AT 5E1LC3/
GABARAP J& Ji 7 I 0 X2 - 140 457 73 50 6 [T A W IS
Y. FAMI134B &7 T 70 bR P BT I A %) 2 Bl 251 3
WG A J2 bR PR I D) R i 3 R K A IX 3, FAM134B 1
N JiT ) & 1 [R) U5 45 44 35 (reticulon-homology domain,
RHD) RIS N MBS R AR, 256 HE M, £H
PRI 28 ) T ey 8 R0 Jo ) 7 0 - SR A Bt/ N 3 . A
S, R FAM134B 55 PR 200 A6 PN o o D) 2R 308 % B 2
MTCIREIKE . BeiF o R0, AEDURIE S0 74 ot
W WG R P, FAMI34 585 Y 1 FAM134A Al
FAM134C Lz 5, ik, EFs AZEIF AL
43 Ik 44 FAM134A F1 FAM134C iy P4 J5 9 (4 1 374 45
[A-F 2(RETREG2) Fll RETREG3P*,

3.1.2 SEC62 BB I /7 ¢ th SEC61 & & 14k K
SEC62/SEC63 —RAKM A fLIAZERE , FRA ST,
TEBT AR IRBE 1) P9 J5i 0 i PR e i 1 o o v 4 T A
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FAM134B. [FHIA S 134 851 B; RTNBL. KA PRI 3; CCPGL. 4RI EIE 1; TEX264. S2ILFRIRHE [ 264
B Zspy N A gz ik

Fig.1 Classic endoplasmic reticulum autophagy receptors

FHB, SEC62 &— ™5 399 L RR 1Y P Joi o) fisi 2
H, EAMAEEEA B, R B R A% 2 30 1 A7
THEMEN, EREPIUIESH, H NG C b
W A i AR BT . A ME B 2= 5 i 31, SEC62
Al BEAEAE— 1 LIRZ5 A 3, 2V AEm e o I [ s A7
s JREEFSEIESS, SEC62 Al i P 5 M43 A e
P ERS J5 NI PR S, D/ A RAET . 7R SRk
ZEAMT, SECe2 N5 T RN E [ 4
o0 A E N M, HZ G RS Y 7 T BE AR X
SEEPPL T SECe2 45 A H /b RHD Z5#43k,  Toik
BT W R, DR R A B H At A RHD 4544
WA PSR R [ A2, W FAM134C,  DLP I R
PN IR SR 23R, BEAR o AR A %) PN Jot P T
3.1.3 RTN3L RINZEGEHA 4R, WG
RTN1. RTN2. RTN3 2 RTN4, Fr& Wi &H
RHD Z5#988, H & HEFERNBEL, A mn
JR AR, HETAFSE AL, RTNS [A B SR
A RTN(RTN3L) 85 [ 765 97 B = T vl 75 9 i
R I, T A A B R RESS & LC3. RTNSBL Y4
Fa AR A R T N v EAT — 1> 800 /1~ 22 35 1R 5k FE 441
AR B, £ 6 1 LIRSS R, %45 Fadsk nl
5 ATGS [ 5 & 11 GABARAP % 4% 1 5% 3z AH G 28 P 4H
HAERM; R, H LR 250500 2 5 N 5 W
[ieE7/ RO~ - SO o (i A R N A N
RTN3L 75 5 10 PN 5 I [ s = 2 o8 i A R PN 5 ) [
B, A nT i Bl A A A i PN I BB ) 18 A2 AR 5
P I B A

3.1.4 CCPGl1 CCPGIL2FR A4 Ja Ak I A 1,
FINBFSE R IR, 3263k CCPG1 Al {d PRI o 5 it 210 it
JEER T G W, R4 . (HEFES L, AR

https://www.cnki.net

A FZEERNAEEE Y 25 . 2019 4F Smith 4514
UESE CCPGY g — Bl B o Jot X I Wiz 44 . 2544 I,
CCPG1 Y N s HAT 755 A 5 ) 13 5114 235440 48 (FIP2.00
interacting region, FIR)FILIRZ5#43k. 5 FAM134B J%
RTN3L G|, CCPG1 P RS 43 HAT — A~ 5 i 2
4 35 (transmembrane domain, TM), /> RHD 45 14
Wi, Hocumhi TN, [REEA T 50042
FEPRFRFLA N s N B DhRE I, CCPGLIETHY
PN ) [ 9 55 ERS 512 A UPR = EAR G, HonT 2>
ERS T B 8 FIHERR, JFFEAK UPR 58 B . IL41,
i T8/ RHD 45 M4, CCPGI 75 % 5 RTN3L %%
TRPMETE ST F W, FEE IR o= 51 i P 5
FI et F2 b, CCPGI Y FIR M LIR Z5 Al th 2= 5 1
o Z AR )36 AL R 74481

3.1.5 ATL3 PN ¥ JE & 1 atlastin(ATL) j& — F
dynamin K EHE I, HATL1, ATL2 & ATL3 44
ZR R Y N B B R R, HAR R BT
GTP i (GTPase){ifi 1, J1Z 5 N T M AL A& 4514
AR A0l S TR] B ATL B B3 22 8] o] 2H B8 A [R] 1 S5 15
TRAR, TR TR A — Al D T RE . TR AZ Ak,
ATL3 YRR KEAEYURFS = 09 P 5T ) 1 s 40 R B
WIFE, ATL3GZ LIRZSMEL, ToIEHHEE45 5 LCs,
H 0] 3 3 P ) GABARAP # H.{F i % /¥ (GABARAP
interaction motif, GIM)%% GABARAP, MIMZ5WN
I ZRELSUN SR SR P A S D OW NEE 3.3 A
25 SINBEIEAT THR R . I, ATLI EZAAM T
KA R GE, G5 bT R B GIM Z5 #4318 %
454 GABARAP (IE ST, R & BLHAE A ST Z K07
ST IR AR R 2 5 T 0 P 5
AW R, ATL2 (12 AT BH G RRAP PN 55 ) It
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PE, YEHRIE, ATL2 & FAMI34B [0 R T, F5
TE FAM134B Fr Bt Ak P i 9 5 A e B 3 I8 it i rp %
FEMEFHUSY HETIA K, ATL2 X PN 5 I AT 25 5200
O W, T ATL3 &R 5 N BT I 2 T o i B
UG
3.1.6 TEX264 TEX264 & —FJ 1z KK N BT M
BEREAY, W33 NI A N, HiE—1
PO IREE R A — A LIR 2540, Homs N BEIR w4,
1A 6 N EFERRFRHE . TEX264 fig 5 AW i shiA
F ULK1 fl PRK B AWM EAEH . 76 B ai &k BB
AN E 2K, TEX264 5 LC3 Fl GABARAP
WSS G RCR e, 2 X P I ERION B iR e b
M2 IRz —. PAEEER TEX264 R A SCMH N R A
WKV, ANHK G B Fam134b F1 Copgl FEPH, WU PN Ji
WA WS LT 58 4 R, eAh, TEX264 LIR 45
4 355 B 3 B9 [ A7 JE )P X3 (intrinsically disordered
domain, IDR)Je e R T P9 5 O o o i, DRDREL T
P I L B A A, T AR T 29 20 nm () [R] B ;
L.C3 ) B A A W 90 % T ¥ 1 4 422 fl kL TR 1A 5 TR
I IDRAH S T3 B2 P05 AR 3%, (o 5% At REL 1y A I )
AR AT REA AR R B A 2R, TR [
JA B, Kk TEX264 RAETELC3 MUK, I FHAR
IFRICHR G T E AR M A3, ZF P T AR A 1T
HWEJE 0 F K HWEAZ K, 41 p62. NDPSs2 Al
TAX1BP1 %514 HH 1 /F TEX264 ) LIR Z5 Fg B it , H.
EAEAREAE, X WS TEX264 SZARINfE4RAE T
LR,
3.2 ARSI [ WAz A
3.2.1 jﬁ%?% El 13(tripartite motif containing 13,
TRIM13) TRIM13 & A (1) 3F S8 iy J5 9 9 Ih
ZAR . 2008 4F, AHH¥FHELEEE TRIMI3 & 1Y
TRIMZ M A S5 T A3, ] TRIM13 H &
A A LIRGS A EY, HEZ/EHALHE TRIM & (138
i 5 pe2 HEAEH, FIH p62 H 11 Y LIR 25438 5¢ i
XFLC3 W 5E4E, (R kR B BRR A mEIAR IR il . 7
it 804 TRIM KA 51, TRIM13 J&:ME—E N TP
5 R RS A F1Y . Tomar 25557 HEK293 41 ifd Fh il ¢
F|, TRIMI13 0] 15 ERS B} A WERY A 3, FEARARIE
HOBEAE S o ITAFRIE ZGTIESE, TRIMIL3 &—FhE
MBI A RS2, 25 Z2F0 N N A
Rl A, SRR D R RS A F A 5 15
TRIMI13 4 i 2 A T 13 58 Y AR K 1 X 4
o FEILNNGA 3NFIEG M B 45k, N
sy 2] C ¥ K A RING 44K 45 74 55 (RING domain)
— ™2 7 B box 45 #4 15k (B box type 2) Fl R Jitg 4% #4) 3§,
(coiled-coil domain); C¥mhl|IHA —>TM, ZLEFH
)& TRIM W K% CXT bR, BIL, TRIM13WH
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RS (EARHE H I, TRIMI3 HJE—FPEZ &
HEAENE . 4180 TRIMI3 A RING Z5 B B H B, o 67 3¢
MEEA B, L E5H . TRIM13 (Y5 RR e T
HOgery 2 mitk, HAr 25 2 Fh oy 5 A= B 3
35 UPS. H Bz FZ4LJ5 I I TRIM13-p62 &5 W75
5P W LA S ERAD 3 2578 7E BRS
PN 9 I K2 ERAD 2 )i XF ERS 19 &k 12, Horp
PR D) I T S G e R R R AR AR L R A P T
PS5 AR I HA, 5 i 2 1 B SR AR G A N B I 1
A 85 S RF ERS 5 P 5T I A T R R A, R AERE Y
JoT RS A B N PR B RS AR T B AR

3.2.2 STING fEJERYL . 4 A5 R 41 2L 1 RS
T, A g 2R gt il i RO 2 AU SR A
* oy R 5C (pathogen associated molecular pattern,
PAMP) F it 75 A ¢ 73 F £ 3 (damage associated
molecular pattern, DAMP), N I shAH 5 /9 [ A
PERIEOL, JTAER, cGAS-STING i I 7F 4T Gl I
I VR RN R 2 B0, Had A rT g A% A -
kB (nuclear factor kappa-B, NE-«B) Flf iR b1t K )
9 K- 3(interferon regulatory factor 3, IRF3) A#%, F
7553 1 514 & (interferon type 1, IEN-1)%5{E 4 4 iy
T8k, A EI, cGAS-STING il 1) G
53§ STING 2 5 J& g Ji5 e 72 4 i 1A 1) 14 Jo I e
SEVELERY N TR A W AZ AR STING & —Fh g fi |
WA, & A 800 LIRG5 s, H DUSS
4. 6. 7L LIR 2y 3 BERK0W 45 4 3. ffi ] cGAS-
STING il 3 1 i W5 5] STING-LC3 & & Wi E
B, O R ATGS RPN, (B(EAE R,
cGAS-STING i3 LC3 lG fLJE Uy 14 52 RS 46 ity 20
W, AR S N BT B A AR AR,
FEARH T V-ATPase Il ATG16L1, A £%id Hifd 22 i
B AR SRS, FETIRE b, STING A A it
PR I AT O 24 B A0 R S R Y ERS, IR IR R
cGAS-STING 3 85| 2 A TEN-1 33 B 400, I X Uk
R NE AT T . R A S D e A
= A

3.2.3  ALATENTIN A BESZAR 5RE AL TP o R R
2 ARG, AR A PR W BA et A 2R
e, TR RICE A ERNIRY), DL
TN R BRI A AR, R SRS
PR 2R AE T BeE B TN A T A W
i, AH R R A B AL N BT R, £
BN E 2R PR, BN, 24K pe2 45ty
A — > LIR fl— > UBA &5 # 3, — Jy 1T AE 55 4E
LC3, Ji— I Sz ZMEAEN, 456z Rhn
ICHE o JC LIR S5 F 0 P J5i 199 58 4 1 TRIM13 (4
TR BTN A 1532 K) 5 pe2 AT 1Y N BT I [ g B Ath



A EAE R RS, SR Bl vl 0L ] i3z
& CALCOCO1, Z%ZMJF 3NN A WERT, T2 A
J5 i VAP 45 11 (VAPA . VAPB)FHSEHAET N )
TE AW s iz AL, A A W2 (K BRCAL
4 3L [ (neighbor of BRCA1 gene, NBRI) I #fi 22 1
Ii{ (optineurin, OPTN)%@@‘% Ij\] E'i Wjﬂﬁ% lii IRE1
PMES 5 N [ ) 128 o] Y 1 7 A7 R
JUZ AR, Bl R B S 5 A T E WA Y
ZFPBEPEE [ MR

Med J Chin PLA, Vol. 49, No. 9, September 28, 2024

ZIN RN A REZ AR, HEZHER T, Xz k)
%N TS T A N i [ D LT = AN N i S S 7y
PN I 9 S TG AR L () 32 A . 91N, FAMI134B
B RO BT R A B, T RTNSL FATLS W /i
SR YT R R . B IR Z 51 R PSRRI I
F % FAM134B, RTN3L. ATL3 Fll TEX264 /%
CCPG1 £ SEC62 7 ERS K HiWK & i 2 rh A S P Jit
D P ) A2 AR AR R G A S s
LR,

E-SEV=NIU PPN gl BRI R/ ) DSk e oy U]

R TR RS2 AR S s 5

Tab.1 Types of endoplasmic reticulum autophagy receptors and triggering signals

Zik B i k= S5 3Lk
FAM134B P I a7 1 EIROR 259 THL P 0 A7 B A [37]
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Tab.2 Role of endoplasmic reticulum autophagy receptors in diseases
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