i E 4 AE ) 2424 9] Chinese Journal of Cell Biology 2024, 46(1): 6378 DOI: 10.11844/cjcb.2024.01.0006

KB L, AEEFRYAFENEFEREF R AF. TEFTA: HAL
S g e R AR A G o R R . BRI E fE REEE R . B
PHRETEHRERELE. R REFGETHENS e BAENG, §HMw
WEZRZH EENF ARG AEMEKXEKFE X R R XANat Commun-
Dev Cell. Autophagy~ Trends Biochem Sci% ¥4 £ % %o
https://biomed.hzau.edu.cn/info/1023/1041.htm

EEL S REFNEAS RS IR

MEE" HEmM Keg
(S Roll R 2%, A 2 5 BB, BRI 430070)

WE  AIdwiet, SREAENRAGOMREH T S, AT EaRAMEReGmT. 15
Wi ik, 00 & RIARG M R I SR A ab ey hmd, 2 L4 Tl mie & RAIRR
Hf B Ao R 09 5 F e, BURHR T & RARE M AR G R RS f ik ¥ 0916 A, &
T B RAREM A G T L RA IR AR, S L A E AR 0 & RS S o) o 38
HEHATT N8B, A ZIRANT AR F R LM T 03 RIS M E A RBBET 5F,

REEIR R BEEEALAZ O, R S A, AR R

Structure and Function of Golgi in Mammalian Cells

XING Yusheng”, JIAN Yannan®, ZHANG Xiaoyan™
(College of Biomedicine and Health, Huazhong Agricultural University, Wuhan 430070, China)

Abstract  In animal cells, the Golgi apparatus is the center of cargo transport in the endomembrane system,
responsible for processing, modification and sorting of proteins and lipids. The orderly Golgi structure is the basis
for maintaining its precise function. This article summarizes the molecular mechanisms of maintaining the unique
stacking and ribbon-like structure of Golgi apparatus in mammalian cells, specifically elaborates on the role of
Golgi structure in protein glycosylation modification and sorting, analyzes the correlation between Golgi structure
and functional disorders and diseases, and introduces other physiological functions in which the Golgi is involved,
based on recent hot research topics. This article provides a reference for a deeper understanding of the structure and
function of Golgi apparatus under physiological and pathological conditions.

Keywords  Golgi apparatus; glycosylation modification; cancer; cell autophagy; unconventional protein secretion

IR H39: 2023-10-29 B HIW: 2023-12-12

5 [ ARRE R S A AE S 32070693) % B RS

LR EE

*EEVEE . Tel: 15608629237, E-mail: xiaoyanz@mail.hzau.edu.cn

Received: October 29, 2023 Accepted: December 12, 2023

This work was supported by the National Natural Science Foundation of China (Grant No.32070693)
“These authors contributed equally to this work

*Corresponding author. Tel: +86-15608629237, E-mail: xiaoyanz@mail.hzau.edu.cn



64

T - G -

1R /R AR (Golgi apparatus) & FA% 41 fl N fE5E H
RYP A2 — . 18984F, & KF|EEE Camillo
GOLGIH L ERIR Gk e Al S I ph 2 AR B N 52 3] 1
— MBI AR 25, S5 SR 45 A LE 22 M 4 i A
ARl R I, FERERR A R AR B R R B R
MBS CEF 1202 F1 7 L, B4 FAERK—
BT 8] N ERLEXTIZ S5 1) 2 15 L SAAAEEAT T BB
Fif, ELRI201H 28 50E A H 7 S BB A B FH A LE T
RS AARSE — PO R A B A% . LA SN, =
JRFEARFZWCOR B P 5 I () 2 1 o BT BT, R I e
ek — 0 Hun TR0, fe 208 H o3 i B AN [F] 1Y)
Hvh, i, AR, 408 i ek i i ok, B
1R R B AR P IR 2 0 41 B s A S R o RS L, L
Y M oy WA A A T L A

e 2R A G R BE BN AS, LE AN [R) IR 2 i B 3,
BUEEAR PR T, RS SH EZR. =K
B FERRURR, A 52 B S SR BB T, A
D RERE 2 KA DU DLV RF A RS S . Rk, =i /R
A AT o 45 R 45 LT A G5 4 2 B ) R 2 1)
o R R EARSE AN D RE AR A0 5 N 25 3 5 DA
I, AE 2 P JaRE A 23R4T 1 2 05 Hh 3w DL 52 )
R EAR SR S5 DI RE ) S0 o AR EEAN A ALBN
Wi R SR ) G A RR AL, 4 5 e K i A R HE S A
WOIRGE K ) 7 1B, m /R A E R Has . T
433 A ) TAEML A K e 7Rk B A4 5 5003 2 [ BT B
Fo WAh, ARSCEXTIE HIIGS A R RS
I H A A BT R AT T 4

1 S/REREN

o 2R R A A M P R e R Ak T A O A B Y
UM A% E AR Ao FE R, v R AR R
HIO S A T 3 25 4, e A0 s R (1) 16 5 E 8 (Gool g
stack), FF 2 3 240 i Hh 52 4% 15 R 45 74 (Golgi rib-
bon). e /R FEAR T B G R 1) 4 FF 7R AL R B A
JE 71 5 1 (Golgi matrix) 7t P 1 2 Flvs 7R AR AH QB
HZ5 ., sk, m/R AR m R ah A, M ALs)
W20 PR R A R 2 2 T AR A ) A AR AN LA . AR
= BT R L) P A4 1) s R A 4 A R L AR LA
VEEE R R, I 110 iy R JE AR 45 ) 76 20 T S S )
AR S HI 7T
1.1 IS REALEH

SR I L B ) v R AR H HE S BN SR

i - FE T M 50 1T, O]l e R B AR TR RS A 4544, 18
Y R R AR HE R (Golgi stack), [FI JETE ]
ARV 2 K/ANA— BRI P, 15 IR A 5 3 (1) 2 Rt
AL —, ARIMEESAAFEKEEES. mR
SRR A N R Hh 2o =3, BRI PN o 1) 281 48 g
JET7 1), AR R X g 7K JE AR AR 45 44 (Clis-Golgi
network, CGN)Fl = 7R 3 44 7 8] 5 5% [medial Golgi;
ALHE N KR FE (cis-cisternae) H[A] B HE (medial-
cisternae). S ANEFE (trans-cisternae)], LA M 2 E 2K
FEAR IR 45 79 (trans-Golgi network, TGN)®, Hirp
CGNHWTH N BT A B B2, 045 3 1 B A IE Jot
B I R 73 DR 2 A ey /R B A v () i g vh gtk — 20
Ml T &M, £ TGNH U 32 B 47— S A 1) 2
BRI S, S 25 B 43 e BAN R () B
WA, FEEFAR. 40 E A i 4

WAL, v R AR R ) v 1) A s 0 4 o AR A2
(10~20 nm), 1 FE 10 Zx 24 7 H 28 A Bl /N B
RIS o AR AL I o TR D 2 1 28, FF 4%
Beis a3 ey 7 B A A ) JH A JE 3 0 P 2 R G 11 G
f s . REZHBHANMAMRESH 2 A moR R
B, IR LL S R EAAHE B ] 0 4, 7R 40 Mk P i
TERCHPREE ), X PP S5 R BEFR A Golgi ribbon(El 1A).
1R R AT R 5 44 18 A TS 4H 4 0 (microtu-
bule-organizing center, MTOC) ] [l , & /R AR R 11)
YeRE 5 RN R 40 M SR DA OGP,
1.2 AR S /RERLEH

o IR FEAR R FUAR AR ) T A A A AR 2R, (H
EAFE P, SRR A EESHENESHS L
HA R 2R fE— SR E A AR N S T L
A FRHE AL, DL S 238 T 1) 6 21 TR B (Ostreococcus
tauri)r, BENAMIES RS — AN mE R IR S . T
TERE 3k, BFERE 7 BB YT H HE
b, SR B A 2 A HICEE 48 5T 1
IRFEARHES B, A (R B A ) s R B AR T A5
ANIE], UL BE R BEAN R SR BE B B A 2~50 1 AR R A
oS, (R TR R AT IR EE R (B 1C) . BRI
PR BRI iy /R AR I LU i, I A ST S
Z5RC(EID). BFFRERY], Bebkh SR BEARES S
AR Al eSS 5 X E AL AT (BR exit sites, ERES)H
I3 A LA R His K e kA k.

A58 2 A 4 S 0 R0 55 TR R AT 4 L 110 v 2% 2 A
Bt BRI BT R DAL {9, SR i) vy 2Rk ik
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IAHES B EAIN 2, B nS240 il 2944207, - H
MBSO T2~3Z T, HIxX 5 m R IR HE S 22 il
X453 A /E ERESP L PN 1B). S ALSIAEL, R
o 240 L R v R SRR AE TR A A D) R A AL Z AL
AT R, SR 5 2 e U307 Hh 4+
R IR SE R S DI RE I R 2 1, W Rab GTPase.
SNARESs. & /R 344 5§ 41 #E 5 5 H (Golgi reassem-
bly stacking proteins, GRASPs) A} fl:f GM1307E
P 220 Golgins &5 101, ] 1h S 2 o5 FH () 9 1 7K
BRI .
1.3 MRS /REAREMUERR 7 FHLH

R 7L, 30 4 240 T v v 2R AR ) HE B G5 ) A IR
SER R FLThRe RAE A . 78 Ry /R JE AL 1 200 0 o
HAFE— S m /R EA B B B 1, 32 24045 GRASPs
M Golgins5s, "EAIFE iy /R FERHES I IR S5 M T
FSC UL R J L P SR R A S R . AT
AN T EAN X L TR A R SRR EE A AL RF 1 53
T
1.3.1 GRASPs& & RAKGEMER T OER &
IR BRI HE S 450 F EHGRASPs4EHF ',

(A)
Mammalia
©
=
4
\/
|\ =

Pichia pastoris

B)

(D)

GRASPsH A FEIVJEE H, 737 /2 GRASP65HI
GRASPS55. 'EATER 24 R =, & B
AN AR AR R AR b — Rl N AR I 1
G REFR AL 24 (myristoylation), — KT &A1
% H W E LA R AR B AR R B GMI130 1
Golgin-45"%, GRASPsE A AL 454K i, ALHE:
(1) NA i &2 JE 5 R 5 B GRASPEE #4%, H PDZI
FIPDZ2W A T I¥) PDZZE A3 1 5 (2) CoR U &
ARSFIT S o0 e B AT I 22 2R /I
R 1Y 45 ¥4 45, (serine/proline-rich domain, SPR do-
main)!'?,

TESAM | GRASP65 - B8 A 4 IR i K
FeARE % GRASPSSI 3= 2 5E {6 78 Hh () A1 s AU
& L. GRASPsZE il id NA b () PDZ45 M3 Bl A
S8 I TRIYE — 5844, ARAT M R B A3 | () GRASP -
Rl it PDZ2-PDZ2 2 [i) (AR EAE FHTE i USR5
A, TG “hir B > — FEASAH AR B IR ZE kb E— i,
I, ZH Y EER, SLRI R m R AR B L i
(E2A). HE K GRASP65EL GRASPS5 2> i il 51 /K
FEARHE S A IR BE R YD, T GRASPs 1 X T i 2%

O Nucleus

l = Centrosome

£33 Golgi stack
s Microtubule

< ERES
m— ER

Saccharomyces cerevisiae

A T FLADPIA L o v R e (A B 5 A 0D ) EE R IR SR o B SRR I T AR AR R — SRR R AR B e C D ANRIBERER K
BT SEAE . (DI AREE A, SRR HE T Mg B b, A7 B SERESH R(C). (ERUNEERF T, SR B AR B TY B 414,
JEERE Sy WA 0T v, 78 AL [ FE S ERESHT (D)o B4k, XSS HRFEW AT LAy it v ie) 5 e =l

A: in mammalian cells, Golgi stacks are often laterally linked into a ribbon-like structure. B: in Drosophila melanogaster cells, Golgi stacks are general-

ly dispersed in pairs in the cytoplasm. C,D: different yeast species have different Golgi morphology and structure. In Pichia pastoris cells, Golgi stacks

are present within the cytoplasm and are closely connected to ERES (C). In Saccharomyces cerevisiae cells, Golgi membranes do not form stacks.

Instead, individual cisternae are distributed throughout the cytoplasm, and their location is also related to ERES (D). In addition, these membranes can

also be classified into cis-, medial- and trans-cisternae.

Ell NEHF LR T B S R EAR A

Fig.1 Golgi organization in different organisms
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SEERH D0, BONBEAEIEFIE RS, 1X
BER 71 B GRASPSTE = /R FEAR HE B 25 M 447 Hh K
FEAER,

GRASPSTE = /R IR AREEHE T B DA S 4 RF 77
[t R 5 4 E ] . GRASP65 ] ¥ Mena(mammalian
enabled), — BN EAEH K1, 4855 2 S /R AR I
BN, (RS E ALK, b G LshE H 44
A Menafi2 2k GRASPO5TE 1S sUSE TR A4, ARG AHAR
(1) i K FEARHE B B 1AV G R I B IR G 4 10 otk
4h, GRASP65 CA i ) SPRZE #3534 7] L 5 DjA 1(Dnal

homolog subfamily A member 1)254, —FH 45518

7 T GRASPO65 S 35 SR A I T il I 78 15 7R Jik 4k HE
SRR M YERF R R M. H AT ANE 2
GRASP5572 115 DAL BT 7E i 7R FE A4 R 225 4 4
FER R DIRE . (HA TSR Y] GRASP65E GRASP55
(R B SR S 2 BHR i R AR R IR A

GRASPs B4 52 H BT 505 918 2 (175 =y /R Ak
EMES PR EEAE R A, HATERRA H AL
EEHZ S5 R, H AT A GRASPsHINAK I 45
PRI SRR SR, H A K FIGRASPs U 2 5 % &
IRFEAR G IL AL T HEMBY B BRI, ARk m)ad it 37
L Z GRASPsII S G 8, 456 B 45 A ) 2 3k
(R AT v R JE Ak M 2B 5 4 () T RN 4E 3 AL
1.3.2  Golginsft & RAARLE M Y35 F 6915 A =
IRIEAR R 2 5 RIS i 0 VR 40 B 2%, TR ot i vf
2 S RGP A M R B G
Golginssg — M7 T\ /R AR _E & 46 g e 45
P43 1 B 1 5K 1% (Golgi-associated coiled-coil protein
family), %25 R 4 L 2 b &, 1
YEFF R R BRI e B 25 R U0, Golgins (1) 5 e
SERIBAT T A R ATIR 548, A R T B o ) i
WK, BbAh, Rab. ArfHIArIZ ) 7N GTPasesH
PL5 5> Golgins#H HAEH, /i F Golgins ¥ i1 (1)1
Al SR,

AN ) Golgins € A7 T im /R ERAR (R AS R X 35, I
RAEAH AL E ) B R 25 EH (Bl 2A). GM 130,
Golgin-160F1 GMAP2105& {7 £E i 2 i R FE Ak, %L
AR H N BRI E . GMI130/2 5 — M4 E
BRI B H, 5 GRASPOSTE ifa &
AU, 2 AR T B 1 o0 X T A,
GM130+ COPIfiEY | (1) p115F1 giantinAH FLAEH, &
B GM130-p115-giantin & 45479 COPLR I 5 155 7K

BRI Rl RAERE R PO BEFRET], GM130FE
Uiy o 3 B R FEARHT IR G54 B W TR0 B 3 B R R AL
BB R PY. T Golgin-160 1144 5l e Bk &
F SRR B R R R A, T R AR AR 40 B A% AL 1)
FERL AR R H

Golgin-84. CASP. giantinfil TMF{; T & /K
BLAR B BN &, T B DTAE m R B
ZHIIEE . Golgin-245. Golgin-97. GCC1854i
GCC88fr T R /R He Ak, T ERYCR B N 7 ig
BB U0, i GCC185 AR 2 A 15 M =0 A s =X
Tt R A I 2R T IO A0 B i op B, T GCC88
MUK FEECK B E /R R R G TR R, i RIA
I 2 368 o e R A IR 8 T 28 Y, S LB AT S R
Golgins{E4E R /R IL AR 1 vh B HEAEH] .

K& 1 Golgins#h, A &€ A7 T & /R 4K L [f Rabs,
AR H 8N MV 2 o ) R ST 1) 5 56 R AR R 5 4
(conserved oligomeric Golgi complex, COG complex)
A /R A SNARES, B [FIAE HI 58 BB 5 s /K R4k
JRPERIRE & . LA COPIELL IR M, Rt 2 )
A K coiled-coil I 1) Golgings SE 18 FE I M K
PRESRIARIEN, Bl 5 COGE G kit — il i, JF
MR F5 B 1 1) SNARES, {233 )k X SNARER
ETE R, AL Rl A 2R (K 2B), BETm4EdF
R IER R AP

B CLAHIGolgins 2 E 5 5 15 /K 2 402 H i v
PR 2, AE R AT B BRI IR 48 23 T L) 75 2 5 IR
NHIWETE, B, Golgins {1 5 COGHE £ 44 LL L% i
Rl P IISNAREs M AF I, EAR KRR B3R R
o AN FIGolgins R 1) 1 IEIE S AR AN 9 [ 75 2Lk
— Wi, AN, Golginsie /1 T m /R IE AR REE 2
[F1) B AR EL IR S FL BAARE) 73 T R R R 5 S
S FERITT T o
1.4 SREGEABERPISEN

2T 0 G B 7 AT RO A o0 2, T v R AR A
Ke) E 240 10 53 288 A 390 v o v P B 2 HL 32 3™ AR
o AE7P 2R, /R EARARN SR, iR IR S
T A ) IR E 4 . FEGIM I, A7 2253 2T

R AT, m/RIERAIRG MR B W . fE 220
T, HESEERHE— D 0 R, TE R B LA KT 7y
ANHVEIRGE R A2 73 P ), IR R R S5 K SR AR AR 9
A T, B0 BIOCPE A M s AR 25, R
i, Gu Bk oy 1, 45T Hh A R 4 20 S 2 A
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(A) O\‘ o Elgderived vesicles o (B)
N O
O O
o) ®®
GM130
GAMP210 Golgin-160
C Cis )
O O NN [ il
Intra-Golgi O
vesicles

Golgm-97
GCC88

GCC185
Golgln-245

Endosome-derived Vesmles ™~ O

Golgm 8 Vesicles %g SNARESs COG complex ? Small GTPase
2

A: GRASPsFIGolginsfE i /K 344 L[58 A7 5 T fiE. GRASP6SE A E N 20 i /K S AR IR 22 I, GRASPSS I i 37 78 Hh [7) R g 5 iy 7% AR J 32 1
GRASPsI? i [ EERAK, AR KRR AR & IR SRS 7E — 2, (2t m R SR HE S S5 M BT . Golgins % 22 15 iy IR BE AR AH SC IRV e 46
GolglnSIELJiPﬁif' 177 PGENLTE R b, — Pl 3 3 C AR i P 85 58 435 Ay 3o L 42 8 78 7 v /R AR M | (Golgin-84. CASP#giantin), 7 —Fli&
T 3 5 A e R R A S A6 B AR AR P S AT R R JE A e FErRGMI30i8 i S5 GRASP6S 4 A i AL /E I A i /R 344 I, TIGAMP210. Gol-
gin-160. TMF. Golgin-97. Golgin-245. GCC88FGCC185i itk 5 A [F] 1) /NG TPasestH LA FH 52 (7 7E my /R & Ak Lo 58 M7 7EA AL E #I Golgins
REAFIFAR . B: @ /K EARCOPIREIE WA . Golgins 2y S e #6 M 3 K BR ES I SRCOPIIRIY, Bl 5 COGAL & fAktt — B it i, I 1
%} 55v-SNAREsHIt-SNARES, {2 it [z :USNAREE &I TE B, s A B al & Kk A
A: the localization and function of GRASPs and Golgins at the Golgi apparatus. GRASP65 is present in cis-Golgi, while GRASP55 is more concen-

i GRASP65 GRASPSS

trated in the medial- and trans-cisternae. GRASPs adhere adjacent membranes together into stacks like “glue” by forming trans-oligomers. Golgins
mainly participate in the tethering of Golgi associated vesicles. Golgins are located on the Golgi in two ways. Golgin-84, CASP and giantin directly
insert to the Golgi membrane through the C-terminal transmembrane domain, and the others are located on the Golgi through interactions with Golgi-
localized proteins. GM130 binds with GRASP65, while GAMP210, Golgin-160, TMF, Golgin-97, Golgin-245, GCC88, and GCC185 are located on the
Golgi through interactions with different small GTPases. Different Golgins are localized in the distinct regions of the Golgi, consistent with their ability
to tether different vesicle types. B: schematic diagram of the tethering process of COPI vesicles in Golgi. Golgins on the Golgi first selectively capture
COPI vesicles over a long distance. The COG complex brings the vesicles even closer to the Golgi rim and assists in aligning v-SNAREs and t-SNAREs,
facilitating the formation of trans-SNARE complexes and allowing for vesicles fusion to occur.

E2 SREMENEXESESREF LNEMKLIIRE

Fig.2 The localization and function of Golgi structure related proteins

TAHM A5 7 7 2R AT B ot 73 41, 44t i 1) 3
EERAE05E S T RPN RSN K Ve T AR S S i € B2
EINEHPIR G M, BISTEGHII, PN TRIRG &
I, TE R e HE (1) 8 IR AR

e 7R SRS AR 25 ) A0 24 B B R A Ak AL
ERIEART RS . HEB A58 DL S BRI 4 fif AN B
Ho BEFTERW, KL AR S Bk E R A A
J7i & 1 (GRASPs 1 Golgins) B 12 5 12 1 (L B R 1k
B IR R 2 55 D) RH 50, R L A A IR 45 4 g iy
FE UL 5 IR FE AR HE B 25 W IR A Ak 32 B e AN 1B AR
S — R 245K I CtBP/BARSH T HE S 22 8] () /N
B, B SR EAATOIR G P, — R B . AT

[M$E FIGRASPs & 4% SPRE M, %458 & A
AR WABIAOL Ao TEA 2255 24 72 v 20 i A 1A
B AR M M OB 1 (cyclin-dependent kinase 1, Cdk1)
HlpoloFF i 1 (polo-like kinase 1, Plk1)%GRASP65
HEAT B RR A AR, P 1k S S8 SR AR T Bt T 2 £k
1 /R JEARAH AL R 5 4y B, I BELAS iy 2R A IR 45
K TE B GRASPS5 & ¥ /E H AL 5 GRASP653%
19\[12]o

o 2R A B — 25 e o AR S B 1) DR IR
JEEV 2R S A AT . AR 225 2L TE], Arfl
fith < COPIEEILTE 18, A5 v 2R AR AN W7 HH 27 T2 IS,
{H B TGM1308ECdk 1 R 1k, Toik Spl1545 &, i
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TR B e B 1) i At BEL T, X 3 B R SRR R U AS
W7t 2T BB, T Ui RV 5 v R A I R 1)
HZ I, BT B R BRI AL,

TEA 225725 W, m/R AR IR i NSFAI p97
XS ATPHE K H AL B SRR G fE AT &
0%, [AF, GRASP65. GRASPS5HI GMI130#R 1% 2
IR EEPP2A L ER L . GMI30MKE Spl15M1AH H.
TER, RIS m R SRR Al . R R e
IRBEARHE S G5 R TE RS, AHAR I IR EE E ZAKFE p115
BATIER: . UV ER e G , HE B 45 i) H )
2 B AL I GRASP65 MIGRASP5 53K 5232,

i 2% (R AT 7T 000 B e R v % R A 4 ) AE 4 Jif 4y
T HIEh AR 4 FALE, HIE 75 ZEIR N AT &
IRFEARLE R 22 I3 ) 11 23 At 5 B A1 ) AR 2 i X
FIAN, 1R R SR R A T BT 85 4y I DA R A A L
S T0) A 2 5 A7AE 1 7R A4 ST 1 3 1 A A2 B B (1 A
R GRS

Z% L RTIR, R A A R B AR RE DL 7 4
WA 7 B A0 2 B R SRR R g 2
B BRI SRR . SRR M 4
FEXT L Ih e R 2 K E B, A XM E A
TE A TR B B A AE T R IA SR 5 2 % i 7K
FARThRE = AR

2 SREFEENTLRERTNEER
ALSRmAE

RSBV IZ M R G P AL T LA E
(I B, (ARG WigAe rh A PRI h fE: —
FERROR B BRI B2, JF 8 AR AR B FE B A
Feit b AT N . B4, Wil B, BEERIL
AN 0 450, R R SRR 9 M Wi 42
HHFR HR R 20 e e, X R P 5 A A PN AR D IE
SEMLAT BRI B CEE . & /R EEAR K IER 454 2
FLIRe AR R LA, T 7E 2 R, W e AN 4R
AT, e R SRR SE R HHBLGRIE, DhAe t 32 21 FH
W50 DRIk, AR HATIAE 5L R /R SRR A B 1 A 2
AR 3 iz B o DI REAN T, 3k SR /R
FLARGE A D RE 5 H 5 TR 2 18] [RTIEC &R A7r1 AL
i, IR PL R /R EEAON VI 6T 509 B AT REE -
2.1 SREFEZREENSIFNERAR

FESEAE (K2 W ATR ST Hh A0 i [X 73 15 4 A
A OCHE . AR S I A AR LL, 4 L

DA 336 3 240 B A/ R 2 19 BRI 5T 10 W 2 A R A
A PRI R B AR A AR 2 U T e Y S B T
T, AT AR i 2 W B0 bR S B0E 9T IS AR B,
BEEACAB 2 i 2 A M i 2 RE B IS 81, B
BEMAFE IR PR, ZITTREie
HE LRI FEE, A fe s & AE = B i
i _En b SRR BB BE . R IR AR M B T R A
FR R g P, T AR R AR O 40 e R SRR AR AR K
A GERIIR RS o DRI, AT e 2K A A A R A A
AR, DS v i K IR B 5 i AR
PEEAAS AL R IR B R 2L,
211 JEE F RIR LA Y B R 6 48 ARG
HEFEAL R — bR B, K
FRERE S MRy T b, R AERE R A FENE.
GPI4#i 7€ & H (glycosylphosphatidylinositol-anchored
proteins) M8 H R PESE . KL —FM AN KEE P
WEEALAEM , o 5 ORI I 2 20 Dy N-
PERAL B O-E BB A B 1 . b SR B B N-
HEFERE A R 40 TR T P9 BT I, e T e AR
K, T O-TEFEREFEA B 5 B R AAE R R B AR B2
T ) N-JEBNE EALAB 2 M BT I 1 SE R e
fi# (oligosaccharyltransferase, OST)7EH1 & il & 155
) Asn-X-Ser/Thr& 7 (H H Xo& 5 ProLA A AT T2
FERR ) T Asn AL 7NN —> i 1408 707 AL R S
% (GIeNAc2Man9Gluc3) JF 4 (1) B3 B JiF 55 0 55 F
FLBR3AN EIWEAN LA T AR H R MR L N-2R
B, I 4 COPIIFL iz it iz fan 21 e /R FE A o T i B 2
FEAR UG I o TR) AT e 2 R S A4 i, E A
LA S I I Ve e N2 N S AN 34
PR M N 4, AT 7 A v R A . A A el
R N-FERE B, [FRERL, B R O-EEHEHE B AL
B AR T B 7 e /R A 2 [R)  Fr #
%

i T 8 A SRR R B 1 AR DNAK L &
E o B — R A AR, AR T R B A R
A v )P e 3 DA S AE TR FR) A7 B AR AH N 1)
BEEALEEIN L. SRR DU P R S5 M H U RN
R ET Bl B R RS il R A T R W e 3B R B o A AE
AN [F) ) AN [F] () A B, A AT AT AR A A
e o> TN EBA). /R FEAR S 1) 3 F WGRASPs .
Golgins MICOG 5 & 44 55 i job 3 [ 11 FH 4 o ey /1 =
A TE A 1) M 255 465 g DL RN A0 Bl 1V TR 7 £, AT
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R B A P R R E 1 (I3 A)

i Ik v R FE AR S5 ¥ B 1 GRASP65/GRASPSS
IR R /R BARHE B RO IR G5 M, 238 BObE B4 A8 1
BB, PRAK N-E R BB TR B A 4, &
& AR T i I S (R B 1 290 (B 3B) . T AN I
THI fif B GRASPsHR K 51 & B AL B sk G . — =2
GRASPsERIHLIN T iy /R FAA 1 3B X = AL, (E 150
SEAEEC I e MR IEM A B, S EUREH I
Ly R R R SRR e HE B R T I B, S AL
TR BT B2 M AL TR IS TR AN T 3 B T A
B Z AL,

COGHE A0 IR AE 1o /R BEAA P9 1R ] 3 i
HEEH, NKCOGIIRAE =TI RIENERALERG
(congenital disorders of glycosylation, CDG)F1Z£ %5 B &
Gii%, CDGEZE H HHCOGHR [ 5| EE B LA AZ 1 7
AR , A SR R A SR o R G SO e e
TR R E 7o Herp (LR T 82 COGIF R 3 3
e R FEAR I I A s i S A, AT m R BRI AL
PEEEAERE MG UNSTOGAL (1) 5€ 7 #ti iz HARE I PRI, B
24 B H 5 AR AR i MV R A i P

(AL, B8 IERA N L7 2 2 %R R
FI, TG T S R A Il v R B AN [ I e )

(A) Control (B) Golgi destruction
O]
e) @)
. W
\[\)

O/

@ }(1} RA%PGS # COG complex ' Glycosyltransferase i Properly Inaccurately
omodimers and glycosidase enzymes glycosylated glycosylated
GRASPS5 - Immature and proteins proteins

@ homodimers K\ﬁ T 1 Golgins b mature cathepsin D J= s

A FEIEFEOUT, SRR AL U AR, PRAEER 1 SR AL (IR EAT - GRASPsHIGolgins k4 o 7K 3 1A% -1 M 38 HE 2 25 K R HR 5 44 o
COGHE & PR 9 5T Hl 5 A Bl 1) 18 R0 IS S AN AE AN ) e /K SR (A 5 3 I IETA s Ao R 11 KD SR AL B U A £ 20 A A8 AN 7] T 7K S 1 1 R B (X
B AN PE I AR B AU T R e o B AER/R BRI MY B (R AR IR D0 T, 1 B ) TS AT o o, 2 A Bl PR AN BE S S0 B R 1

BATH PP, S8 MR W I & A .

A: under normal conditions, the components of the Golgi apparatus work together to ensure the correct glycosylation of proteins. GRASPs and Golgins

maintain Golgi stacks and ribbon. The COG complex is responsible for the recycling of glycosylases and their correct localization on different Golgi

cisternae. The glycosylation modification of proteins is processed sequentially by glycosidases and glycosyltransferases in the different Golgi cisternae. B:

in the absence of Golgi structural proteins, proper Golgi structure is disrupted, and the Golgi cisternae are dispersed in the cytoplasm. As a result, cargo

proteins cannot undergo orderly modifications in the Golgi, ultimately leading to abnormal modifications.
E3 AFEREFLEHIRE LB HINEIRESE TK35]12250

Fig.3 A well-organized Golgi structure promises its proper function (modified from the reference [35])
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T e A Ao A, R B 75 2 DS S (il 2, $% [ E
B DG 215 A B2 () o7 B HEAT N o T4 b 4k
B AR 0 2 B3 P, v R AU I I T 3 B 45
PR R B AT 3R At T AR IR UE. UL, &
IRFEARIE A TR A 1A 1E R OA SR, WpH. 25
T BRI RS, DL KPR Hh P2 B P, PRI =
IRFEAR T RE I R
212 ZRAKREMEARALSRE  WEL™
TR N RN A A B KR 2 — . SRR —
AN ILRFE R SR BRI S T8 . 75— e
Y AR WS 40 B H1650 , ERARAFAE 58 B 1) vy AR 2k
HES: , (EAPIRGE SRR, TITE 5 — S S 40
g lade FUBE . B s DL A7) e A i 45 o 12,
FEREARES AR S o i, LR R . Itk
A, TR R EAARRE At LT B 1 2 P R 2H 2SR A
Hh, N aE A b B 4 R A AE S R I e R R A
¥, T e L I b B A AR /S B R R R AR S A
TEIARIR R, /R IR A B R g 5k 2, T
T A ZIR v R SR B HH I I I 0,

T A PR DR A A U B AN O TR I R R R AR
F8), e 24 A v R A 5 R IR R IR, A A e B o R
AB ) 2R L. i 40 f b IR A B 1 S A B
RS, G0NV N-SRBE I 2 O- 5 W 1) Mol 0 18 X2 5
WA . ) a0 7E g AR i, A T AT R
Feak, R VR R AL (R To A THE S5 /K ~F 3 5 i
W RIS 5 5 . 0B 1) TR & 40 i 5
MR R 2 8] 3% B v ke EE L T VR, X AR R )
B ILAL AR 2 B VR0 2 B 0 Thae, 5 80 40 i 13T
N 92 16 6 2502

R 2 AN EUR B A R ORI RS
S RSB M UIA 9% . GM130F1 GRASP65
i 1 4EFF R AR SR A1, TR G GM130-GRASP65
HEMEBN T TH KB C1Gal T 178 M= 5 /K S 4
I IERE AT RE U, BET L, 7R S B
FLIRE S GMI130MRIA T, 5 % 40 i 1) 38 56 AT
FeA. HHLHI AT BE & GMI1303R K P 1 i /R 344K
L Cded2id M, JF TN T BN AR, ik
TREAN PRI b TR SRR AL T, SR L i R 1S e
H GM 130K IA K2 T = 1, 76 1 6 40 i
IC GM 1302 Il e 4T 0 F) b= Rz (81 44k, $0i e 4
MR E, Ak, GMI13058 B A N 16 )7 5
MU 77, B ST R AR R R 2 Rk R e fr it

— BRI BT GMI1307E = /R F AR 25 M 4 R 1)
HEIIRE, GMI1301IF IR K BVF A% =R A2 )
GM 1301t 2 sl /b # o T BUm /R FEAR I 25 4 S
T 5 R R HEAR DY RE 2L, WT RS IE BRI K R A
Ko

Giantinffi [ 4ERF & /R FARAIR G H A6, 18 &
O-3EFEWE I AAZ 1 b (A% 0 208 B 7% 72 B C2GnT-L
FC2GnT-MAE [1] 75 /K F AR, 78 B 1) i e v, gi-
antin ) U e 5 5 $o- H & W WS BFIAR AL, (15
TEEEIN-IE LM BB I FE A RE 78 0 2E 1T, 25X
90 3R 1 2 2 BN IR R R, [R
0 D P S v H R A TN SR 0
5 s B A A7

Bk 1 FE S 46, BB (glycosphingolipids, GSL)
I AFAE T ARMONR , AE VR TR MG A . R P AR
ST REE EEEN, HnH Rk S5EIER
RAER BV, A EBMIE R EY 5697
Fro GSLA RERLH T W IN, 78 & R Ik e —20
M. ZAmERIERES, W1 GOLPH3HM GRASPSS
X GSLI& st 7 EH . GOLPH3 W LIS GSL#&
BG4 ) 2 Fob B AL, 0 UPE e A i
(lactosylceramide synthase, LCS) H.AE, ¥ & 14 5= 3
COPUB AT I [ ia iy, —J7 1 b7 \LE AL Btz
W VAR ARPE AR, IR & 1 S R AR R AL
[V EEARER Ko o — T @i 1 s i o 1 b
FEACREAE i /R TR P A 70 A . GRASPSS AT LA
I GSL& B4R H B s B AL Bl , 0 ) B o 42
Pt Hé: &5 BB (glucosylceramide synthase, GCS)FIFL i
T A i 1 (lactosylceramide synthase 1, LCS1)
ghity, BHIEEATT#E N COPUBIEAT 10 iz i, K el
SR SR R B b ARG B GRASPSS, GCS
ALCS 1M 2 € A7 B Ry /R B 4K . GRASP55 5
GOLPH3 8] ] g4 B AR E U I L ], SERE R
325 1) W A A vy R JE R (1) s o Sk A% i) GSLIK &
}52[48-49]0
213 JHRAREREMAAFTHERFALZ  BR
T 22 W0 5% 31| 22 P Je i 48 i v v R FEAR T S AR 4R,
AL PG AN 2 Je R 40 s R AR T A I e vl LAE 2
KRR bR WOBE R gt e . JeAh, I — B i
AN Z (U0 S S50 40 i HeLa) i i /R SRR T 45 5 AR
Y TC B R DX, DALt e 240 e Hp s 2R AR (R R T
TEAT A o KT 1% in) #R2E AN — =2 i i = 4
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HER YA, X 1y 7R JE A 5 A8 3 A7 TR A48 110 R 2% A
S8 S AR RN T e 23 B B S A 44 0 25 b
Jeer i 200 B v R AR I S A 2R, ST, DU
PR R BEAA R T2 A BERHIRRE 1 5 B2 I 45 H RN
o T HMEIE R AR I 25 ) O3 2 52 IR
NI A B IR %, IR FAE R NG N
T BB IXAN 0] R, R R 75 T 2 IR N T RAR
F e AR FE AN A B R s AL o

AR IE T XGRASPs. GM130. giantinfl
GOLPH3%5 451 8 I 9T, JRAT TR s R F Ak 45 4 1
P2 R BB LG 728 T fE. (EREEAL
BRI FLIE S, A2 BB IR ) 8 7K1 A
TE DL P EAB I R E IR e B, 5
Ah, AE R FHRE B RIRES AR, R AR 2
AT 73 HEAS (B A AT AT 4 1 1RO 0 A S 1 1) 2
ANERE . Pk, AR E /R BRSSP
(RKS AR BIE S0 HR 7 Jee i 19 R A R R ML) B L B
B X
22 S/REGFZEIERTIMERE PRSI

T SR A i A )4 ot ds i P AE — SRR I,
IR B AR I A B A AE 20 W WA A A% v ) R S,
MR — NG . R B A G 2R
VR R COPIE#E I . COPIIEL B 5576 A1 o A% 2
/4 Sk B B O TEVEL . B 5 AN T J5 AE PN 5 Y
A i G i S COPIMEL A I iEL I8 Hi Bl /5 /R R, 78
fRr R B AR 5E R 2 Ao T 5481, B S fETGN 43
i, H I PR R Sk R A P BV B
ERINAR, B S5, B T8 4 i R
o B 41 B Ab . T COPIAL 3k v 0 e 1) [ YA 18
F, 57 SR B2 40 M\ e 2% s A 398 1) 3 i 3 P ), B
AT R IR A BT RS AT R R S A e e
YN R I DR ds B A 3 ik DR AIE S B B B AE IR A
LB R AT ThRe, 40 MR p e I 4ERE . 40
325 R 2 73 A PR R0 D6 AN 2>, T 2R A 45 ) [
Wox FEUE B s A 4 ik Z AL, SPT/RRIEER
(Alzheimer’s disease, AD). J&iE 55505 2 P AH % .
2.2.1  RE G K G REAKN 695 i Fo ok A
#) BRSO R WA v R B R I S
IREM —EHA W BRI m /R B N s A ™
PR, 70 A s Fi i A (vesicular transport
model)F1 5 ZE B ZAAE Y (cisternal maturation model)®!.
JE LS B AN Dy e R SRR & 2 R R 5 B

FMMEMRRG SRR AR AR E 1, Beid i s IR LE AR
T B T [ W ) A o v 2K AR R T R R A Ay
FRI MK B 3 A2 ER P 52 AT AR 1Y) COPILRSAE ERGIC ik
RE A B i T DA A G A e 1 B I
T 2 R R BRI, HLEIH I SRR IR R LR
TGNJE RN, Jk R B R E AL E , T
IRFEIRIE R, WOl B, 38 COPLE 4
IBE Y60 395 [v1) 3 A T WAL 28057 A L 00 PRI T 8 S
FRVER) IR , (H A SRS B, B I8 s
RUANBE AR RE RN AN R ) B0 53 1 AT S R aod s v
sk, IR AVERASRE R R BX 70 T1E =
IREEAR N s EAE . B, AU SR K
B & MR 2 A1 = /R 34 /NE (Golgi tubule)iE 4%,
AT DMEAS S LB N ) SRk AT R s By, (RISt R it
TR EAARLE B B A B e s . AN
FHH T E RFEEAA Rapid partitioningfR Y 5455 {2457
HED 15 IR FEAR ) B — S AR 3 L IX A4 UA X
XS & HMEEAR, WX E S, SRR
FHEOETAENTIX, W EEEm TX TG
S iXisknh % XEER VP BF, fEAA
(R4 B AR A h SRR Y AT g 5 32 A, AR
AU AR IR R B B e b e T s R AR ) A i
BB .

HE PR S R AR e U T2 5, #
EEHLE TGN T /i Mgy . H AT 9T EL R
R R IGAR e A% . fEE I m R B R, 20
VS Tl AR 7 AR A 1 T P R R R AR R AL
¥ 1% 6~ 2 H- 7 #i (mannose-6-phosphate, M6P). X
LEMOPHR 24 TGN L 1) 6-1 % H 5% i 52 14 (mannose-
6-phosphate receptor, M6PR) iR 7, M6PR 5423k 2 1
e, RS E B RN IR IR A TR N S R H s
W, B S RE e R T s AR N
PR R P R B3 15 3 52 AR 5 VA B B 1R 29, MGPR
PRI E A [P B TGN YT, R " MOPR LS, TGN
FIEHIRZ 2K, iR 3% Bl 1A 2318 1) Sorti-
lin, A[ G625 U 1262 B A 8 1 TR B EHAPP 3 i A1l
12011 SorLASZ {A (Sortilin-related receptor with A-
type repeats), 5 GCase(glucocerebrosidase)¥% 1z #H ¢
] LIMP-2(lysosomal integral membrane protein type
2)52 44, LA K WntH 1) 43 1% 52 /A Wntless 5557

B 1 SRR B I S 2 Ab , e R B AR L 8
i Cabd5 LS B 1M 7 & ST R H 7 1,
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e

A S IR L] TGN 4 ik H B8, e4h,
TR BT DL K T T SR SR AR 1) 43 Wb B ik 4%
1 FEGE 3| - WA M i A7 BT (secretory storage granules)
HEAT Arik , S AE TGN R 2 H ] B A g i i [X
BRI 1A 1 2l A7 J5URL (immature storage granule,
ISG) IR 25, ISGRE J5 i3k — D UR 4R T i s 2 i 7
WK (mature storage granule, MSG)™,

b T HESRE A MZAAE B, A REZ ST
RIS . /N GTPases#E 1. SNARE&E [
DA £ Rl g 2 5 8 A AR TGN I 5 ide i 7% 100,
Hodr, WLANER [ 22 (actin filaments) FJLER 55 [ (myo-
sin) 75 4% 1o BV IR T8 R #4535 R sl /R FH Y

B AR S R SRR 4 3 A A WA I A — L
B R A AL B e o W SR A B
AN [E) R £ AT REARORS T AN 5] (10 70 WA i, S8t 9
FATN A G R EAR EAFAE T 2 R I, (BT
AR b PR, 1 R AR BV I 2 3 R0 4 K TH 2
AR FLIK, ASFIRDSE K 50 3 B U0 AE TGN
ORGSR 2R, Hrh LR R R . S Ah, AN
WA AT BEAE TGN _EAS[R] (1) X 38053 i, TGN E &
A S RE A £ A8 X s ) AT R 1
222 FHARAKGERGEMATEER T
23R AT P 58 WL 4 PE M) 28 B 40 AE (amyotrophic
lateral sclerosis, ALS). AD. PH%: £k (Parkinson’s
disease, PD). F L il #F B (Huntington’s disease,
HD). £ R4 Z 4 (multiple system atrophy, MSA)5
BN TR S R LA R ADRR NI Z A
BB R, e 32 05 B 22 R AE A2 2 W 21 48 i A
(1) ABTE FUE ¥ B £ BB DA B FE B IR AL 1Y) tau iR
FHUTVE 51 S #2841 4E 48 25 (neurofibrillary tangle,
NET)*,

TR RN, AD SR (R0 28 TTAE T R FE 1A o
BB A AR T s R A oAk . FERETIES MK |
EURFEARAIREE R WOIT, SR A HE S BAR A/, A
N o 2R A ME 255 BT P JEE IR 2214 . ADIY) ey 7R ik
IRTE AL 20, — PP BE 2 tauTVE A NFT
(T B2 TR T IR 28 R 0 AT o ol R 2 2 il 1
IR FEARAE Lo AR BRI (1) 5 57 DA B 1A 5 I 8] g % kA
D ic i, ELEOR m R AR RIS o Tau
T E o R SR B H A S A IR 4 5 I s i R
(A8, Sy —Fha] Be 2 i 1 T v R SRR o AR
T P18 T TR A 0 R 52 Wi sy % 5 A 465 ) N B3 38 i

T 7T 2% B APAR B 430 Cdkes, 17 CdkS AT DAIE L i A
HREIEER . Bk, CdkSH GM 130747 i1k 15
i, IS p LI SHIAR ELAE T, FHAS IS = /R
FE R AT, HR, CdkST] LAY GRASPOSHEAT i iR
WABH , IR i R B S50, 33 APPTE /R 2R A
(R 3 Hid BEHG n, R AR 70, A, i CdkS
(RN 1tk B 5 26 15 GRASP65 IR AL 2 I S AS A 41 7] LA
YRS i R SR G5 R 08D AR 23 s 157, X 42
INBRATTN R AR (18 B % 2 ADYRYT I A 24
/Ly

e i 5 v 2R A A T I TR i A O
GOLPH3 /2 28 — M %5 78 th 1) s /R B A4 0 B o 2
H . GOLPH35 4 id M LB 4% % (phosphatidylino-
sitol-4-phosphate, PtdIns4P)4h & # 54 3] TGNH .
PtdIns4P/GOLPH3/MYO18A/F-actin & & )b J& 7
Az A R SRR BB R 5K g, R 3 R R R R A
HH 2F I 1h) 41 A T IS ) e A i E T e R A
GOLPH3 Y 58 5 /K F A (1) RS0 B J5URN T2 iz i SR 1
SRR e 11,

JUBETERERE . A ZIB AT PR 2 B /R 3
REERIIBEIR, DL B S i 7, (B e AT A
RRXAMATEE. XTFERKNS Y5 T, WAPP
TE FB IR SEAA P BRI i 56 420 R R 42 =30 4 s 4 )
Mt CUHATE CBED RAL AT T 70, NP2 97 SR b
T

3 ERERSS5HMEIEDEE

bR T IR L I AR A, I AT TR B,
AR R RBEARIE ) 2 2 5 AV E RS 3),
DN SLg S Ve (5 /AN o s e 2 )
1@%%[35,70-71]0
3.1 SREAGSE5HEERE

R R SR P RURR, PTVE AN PN ()R A2 2%, T
X7 IR W aE 5O AR N R I 2 5 B WA DB, 7E
B R S PR E SR . BURIEATT N E
DT A WE (B 4). B B N AR 4 ik
Wy, RS IN TAERE B WA R R . R
WERMET, W2 AWEA L H W BECNT. GATE-16.
ATG9. ATG16. GABARAPAHILC3 &N T & /K Ak
FE4A™, S EHBRER T, BWEARE R
104 LC3 AT 7E /R FE R AT RE A A& i J5 P e A 21 B
WA OUZ M B 73, JLoK, R SR AT DU (S 5%
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E GRS AL (B 4B). #7> mTORAL T/ /R
T, v R B E AL S 28 FIPAQR3I# I 55 mTOR
T5 445 A Raptor lImLS T8 FZMmTORC 14135, 4111
mTORCI G PE, (21 A WEACIR. @ik Golginfs
GCC88 FH A /R AR R T8, 115 = Rk
SE AL HImTORYE T FEA, A0S AW, m /R Ak
FEEE T FOEE AR A . mR RS GLIPR2
5 BECNI1H L&, M ATG14E A Y010 BB g
PE. WFFLRIA, TEANH BN B R B GLIPR2 AT 3 i
PtdIns3PI1 /=2, {1 F WA T BCI(E14B) .

I A ) A K B R T ATGOEE WY, ATGY ¥ % 5E
BT R R R TGN S R o 788 FR DB 1 L
T, ATGOZEIR AT {E N H E R A K Rl 77, H5ATG2
S P FRIVE F AR BGRT 1 W6 R RS 5 4477 (E14B) .

BARBERZAEMEANRS SR AR (B

Pool of autophagy-

4B). GMI1307] K GABARAPAH & 75 i R a4k I
X E W ORISR . (HAEYURS R, WACH!
#lGM1305 GABARAPHIZE 4, i GABARAP M
FUREEAE BARE, SIS R B AT A, {22 ULK
TS PR R R AR AE A U2 R R B A
GRASPS55 W] 352 20 i N ) 26 BB /K1 o 224 % %0 B Sk
Z I, GRASP55H) O-GIcNAcHEIEAL B IR/ |, F#57)
GRASPS55#; LC3%i 2 75 AWK I, Mride B e AN
figfA 1Y LAMP2, {233 F WA A 7, GRASPSS
W5 UVRAGE &Y+ ) BECN1 H 4% HAE, {2
BE UVRAGE G4 (1) 41 2% A [ W6 A4 58 5 A3 79, Ikt
A, ORISR S 2 PtdIns4P I 4H M % | v R BT
PI4K2A R LLZE GABARAPIAE FI R M i /R Ak §4 32
FIEWEAR, 78 FIMEAA = 2E PtdInsdP, 23t F WA S
TR R R A,

p BEiEE A SR e E ~ pE E B aEEE B S S S e S
1 1 1 i
:(A) BECNI mTOR i :(C) i
: GATE-16 GABARAP ' @) O | Golgi !
: ATG9 LC3 ' ! agment "
. ATGI6 | .. ' ' '

1 1
: ! : 1
1 1 1
1 1 1 !
1 ! 1 !

related protein

Elongation

Golgi proteins involved in autophagy process

Maturation

Proteases
transport

Qo

Autolysosome

A: ZANHBEACE B MR R/RE o B 24 ERERE O AR SU/REMARE GCCS8. PARQ3. GLIPR2IE I if##mTORE
FIPIIKIH PE I % E W L 4 . WACHIGM 13038 18 1 7 GABARAPHI #4 iz T % A ME A4 K o ATGOZE I Ny I W A 2E KR APl 77, GRASPS5Al
PIAK2 A Ik A1 5 H Wt A it S i 5 (2 0 e rl s STXSIE A W 2 VA B AR B 1 % 18 RE VS B AR T BB o C: Ry R SR AR By ] R A vy IR

E. CALCOCO1. GOLPH3 R Iy [ Wik Sk 3244

A: multiple autophagy-related proteins localize on Golgi. B: multiple Golgi proteins regulate autophagy processes. GCC88, PARQ3, and GLIPR2

modulate autophagy initiation by regulating mTOR activity and PI3K activity. WAC and GM 130 regulate autophagosome growth by modulating GAB-

ARAP transport. ATG9 vesicles provide seeds for autophagosome elongation. GRASPS5 and PI4K2A promote autophagosome maturation by mediat-

ing autophagosome-lysosome membrane fusion. STXS5 affects lysosomal function by affecting the proper transport of lysosomal enzymes. C: the Golgi

apparatus itself may undergo Golgiphagy. CALCOCO1 and GOLPH3 can serve as autophagy selective receptors.
E4 SREFSS5HBMEME
Fig.4 Golgi apparatus contributes to autophagy
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B R SR B e SNARESE (AU STX 17
STX16. STX5%Z 5 H Mg, STXSHd 4N i
W B m R R A e 2 5 AR E . STXSHIS:
e IR RIEARRE Fr Ak, 5200 i 4 B BRI LR 8
fr, FEUERRIRDIREIRIG , s pl E AR R BI(E
4B).

R 1 R R IR B R TR AN, R SRR A
WEEVE N BRI, B R A = /R 44 H 1 (Golgipha-
gy)(E4C). AW CALCOCO1. GOLPH3EH
R MR SZARA T T i R AR 1) B R P i i A 1B
RS R FE AR J AR N — AN NS, Hor LA
Reit—B 85t 7o, FEIFEFHEFM T, SR EEE
SR RN, (RS R IR A LS B W TR
RRAMAERE . KbmE/REARE Bz [ R
KA TIRNIRIT
32 SRENSEEENERDD

W WARR T A I A — R AR N R A
RGBT TR I T A, RIS
2 0ok v SR B AR A T a2 38 Jo B RN A i o B R R R A
43 (unconventional protein secretion, UPS). R4
A A oy w AN o R R A R R R AR
GRASPs{/37E H i A4 AR PV, Hot GRASPSS
Z 5TV R JEF AL Wb . AETITRL E R A A
Gy rh R E T IR AR B S e A 3 <ok 4 i
a5, W0 E RSN AR, SR 4 g 5 R A A )
WAE AN TIAY 23 Wb R A 5 58 22 1) 40 W [ 1 -
1B EDUERRL 25 14, TL-1B7E 5 £ 4 TMED10
iz B ERGICHE JrHh B, SR J5 18 5 28 A a1k 3] i
JEREAT 73 o BT BEAZ 20 WAVE WA T A B
% By K (multivesicular bodies, MVBs), H Al A5
R, BA IR AAER AT RAEREE , GRASPSS S
LC3LE Az, i 73 Wb 2 F WA B TIL-1 B 43 WA

TEIVELE T F AL il b, FE2 1 77 2% A i
JoT X S LR R, — e IR AR 1 RN
MBI, AHED AT DS I iy 2K J A4 313k 48 i 5% 1
AF508-CFTR i i i 3X — g A% 7€ AL AE A i _E Y
AF508-CFTR & fi¢ 7 WLI*) CFTR(cystic fibrosis trans-
membrane conductance regulator) ¥ 2248, HT A fE
IEE T2 R AN, BAS GRS & s
T e NN AR T . AR M SLUR N S, GRASPSS
RAE Serdd VBERR AL AT ERARAL, , MR /R B 44 2 A B N
Jii M, GRASPSSilid PDZ145 #4345 4 AF508-CF TR,

FEo¥e 3 36 B P Joit X AT AR I Y R, e s i )
J B 10, AF508-CFTRZ 58 — AN %5 52 it
GRASPS5 5 I 35 5 R0 7 b 3 42 3 i 1) 0 L 3 )
PR .

% 7 IL-1BF1 AF508-CFTRAMNA A £ Rl A & 3
Iy ULER (#0852 3 GRASPSS 1A%, WITL-18. TGF-B1.
HMGBI1. IDE. TACE%. {HJZ A& GRASPSS
FIX LY 571 (TGF-B1ER 4N ) [0 B #:4H HAE
H . P GRASPS5Z: 548 #7311 B AAHL ] AN
TR FRFEEAAR LK GRASPSS A B 41 i s 77
MR, N E A oW B A M IR 1% 0
T PH A [ 2 1 = ) T
3.3 BREFS5HAT

AR T, AR PR NRR T AR At T, & —Fh
FEAG S 1 A R . 4 R IR T 22 R g
AR, v R A R g RS2 B A B T A
AHRAR 2 — o 2 FhiE /R A S5 B AR A M U T
IS FEH 4 caspasest)#], W GRASP65. Golgin-160.
GM130. pl15Higiantin®, T F i /K EARME AP,

TR, p11STE S /R B AR &6 7 A2 W J ot
AR 2 W5 caspase-3F1 caspase-8 VI E , V) E =42 1
pl15 CAR i &y fr B A0z, 33— Dm0,
GRASP657E 4 137 (oxygen-glucose deprivation, OGD)
8y FasPC A4 75 3 A A5 T HH 4% caspases-317) % CR i
(11 D320. D375MID3931 £, FEm /RIEMAMERE.
caspases ) |42 ) GRASP65 Y CoAR iy i Bt i i 5 Bel-
XL A HE I ZoRifA , i3 — 52 Fas/CD95 /1 3/ 4H
T BRI, KX caspasesliff i 14 ] GRASP65
B p1150] LA s /R A A0 R348 i 4 52 0
-8, SR IR R 8 1 giantin, Golgin-1607E 5 T
T2 R A FE 2 B caspases ) P B 1 R /R 4K
SEAS, mRER ) H AR B W SNAREEH
STXS5H1GS28, A /R ARSI T8 H(human Golgi
anti-apoptotic protein, h-GAAP)FII 5 /R IR B A IR R H
4(Golgi integral membrane protein 4, GOLIM4) . #i#lfi
EZ 5T,

AT R AR QAT AR R B2 B T A S
L A S RTE 2, MR AR T RS2
HAthZm s BAEE 2 50 T LE A Redt—20
3.4 SREFSEMETHE

f R SRR JE H O AT E (non-centrosomal mi-

|

=]
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crotubules) I E B H Oy 2 —, TE 20 HOAR 14 1) 4 45 AN 41
MIER R RIEEEEH . EHRITEE T, FERK
SRR, BomEd M B AT 2, A ET
GIRBURT Iy . AR — I AR s R SRR S R
1 GRASP65 Y ERKFE 827747 s AL, 8 GRASP6S
SERMRARIE, I 3 BOHR 73 /K SRR SR . Rt
FILBETAL BB T GRASPOSHA /R B A TE 1 9 1)
YA AT Iz %, Kk GRASPOSHERR LA T 1 /R 5k
A ST AL A IR A PR AL R OC B P i Ah,
15 R FEARGT A OB (microtubules derived from the
Golgi, Golgi MTs)fE4HRIER i A AR, (HH
PUHIEATEHE - I 33A B FEA B 0 P A B R
STORM(stochastic optical reconstruction microscopy) &
LA A0 LA P 5 B2 B0 M E e AR AR U
F I P SR . e AR SR AT R B B A A 32
rhid BAT S s RS E AR, AR BE D ) 23 A5
Prfr 55, AT LAE G- 75 Blipost-Golgi /s ) 4il ff 41 i iz
i, HERFAAMUT RS RREEME . WIRAA Golgi MTs U 23
TR RIS Z 10, TS 4H LA
3.5 ERENS5MEEEES

I 0 B 0 ) B, DR A L P A
BN IE R HEAT, [RIN 97 53 40 M N AME 5 e S AP i
o i N S o i SR i 4 = BTSRRI
B 55 AR T v AR A . AR U AR L A%, e R A
SR YR P JIEE £ 32 B o B b 5 A0 B R R, T 5 A
PR HEAT 78 70 B Jo2 5 46, ] v % 2 A 0] 400 i
AR RE A HE R AN TT DO g i I ) 7 B R
17 % A A G B, 4ERRAE AR A B SE Gl . (EIRATIR
T AR B 5 S AR R BLE] TR
AT BT 0 R 3 v 2% ARG 4 i B ) 453 43 12 R K
HE, ELMR LI )5, AR Er4,5- %
1% 1% i 5% JUL B [ phosphatidylinositol-4,5-bisphosphate,
PtdIns(4,5)P, | fE 451 i i K E k. BRI FE
IRFEAR ) AR TR AR, S /K R4 L X PtdIns4P AT LAY
NPtdIns(4,5)P, ) J&E 4 /£ PPK-1/PI4PSK {1 Fl N &
i PtdIns(4,5)P, 7% Bh 4 f A2 5. SR AW ] vy 7R ik
P )43 1A Bl a4 1| PtdIns4 P IR & il 25 5 84
NERRAE S 32 45, S 2k R BE TR0,

4 RESRE
] B A R DAk, T 38 ] 125 % 1 4
a5 Th e UL K U HUBIHEAT T RAT 12 3R .

AR YR LB AR v R S AR A R B
VRPN HEAT T G, X R R A 45 M RO 2 )
WgAE DR AL RPN, WA, #haiBAT1E
Z B IR R BEAT TG, ik 1L S TR
rRBEARAR L D RE . RS AT R R A AR
JEIRA T — B TR, ELEE B AT L B AL T
LA ISP IRI6 T e A R A B
FEASCHR AT E L T LN A5 A R i)
R — e v AR L v v R BT B ST B HE B S5
ARG R HL A B AR AR T, 2 /R 2 =
PR R i HE A T R (4 R A FEEAT A PR BN
T =RE/REG B @SS, ARESERA
(7 A 30 FRD v 2R A4 R ] AR 1) DU v AR A4
ONIS SR AL B S AF T a0y 5 HoAR 20 0 25 LA
U SR BERT R /R SR AT 7 1 A B i o
S B S AR R R e AR A B R IR S5 A F H K
AR REAL , DLROKT e 2R S A A 45 K 41 L TR 1 )
SRRy, KA BT 3R TR A e R B A AR R
Blo RN, PRTUR R AR A B B0 B2 AR T 4 4
AT BE T AN U LA S AE R AF T 5 oA 4 i
I ELAE A B T 3RATA N RIS 5 2 42 A BE IR N K
PRI, AT PR H2 W S IR T R AR BRI
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