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Fig. 1 Basic structure of the ESCRT system
E1 ESCRTZRZHIERLEH
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I. ESCRT-IIMIESCRT-IEE#LSE ; Vpsd-Vtal T MITSS MR S ESCRT-INZS &, (HAS AT PUANE E A ESCRT-TIE A3 1A fifg 3 - 77 [0 21 2 iy
LT P E B A ALIXGEIEBrol . PRDAMHISESCRT-II, ESCRT-I45 4, 1ENIIfEE Gk —iES 5PMR.



2022; 49 (3) BT, %: ESCRTE SEEAMERERGIEE PHThEE 505+
Table 1 ESCRT system composition, naming, functional domain, motif and function
&1 ESCRTELZHIAMN. fi&. WEEHEEE. EFRIER
e 1 B N Sl AL fEH

VHS. FYVE. UIM (). DUIM (523D, P (S/T)
XP. GATZ5 I AN ek 0 (coiled-coil core) CBU*2) Vps23[{JUEV. HIHZE
VHS. UIM. SH3. GATZ:#yig. py!'e

ESCRT-0  Vps27 HRS

Hsel STAMI1/2

ESCRT-I  Vps23 TSG101

Vps28 VPS28

Mvbl2 MVBI2A/B, UBAPI,

UBAIL, UMADI

ESCRT-II  Vps22 EPA30 (SNF8)
(Snf8)

UEV. PRD. ¥ (stalk). S Cheadpiece)*2]
3L CTD[16,27—31]
Vps37 VPS37A (HCRP1) /B/C/D TH{EIESE. FF3B. kgl

FFS. MAPBDO!

B 2 e whhe 321

gitriz & IEBERPI3P,

SiEizFE. FizFEE.
12 F IR

SETZ FE A, Vps27
P (S/T) XP. Hffajfk
#E4 ESCRT-II
SEETRIEN I

g4, AT ESCRT-1
IRV RE

A8 ) 240 ff

Vps25 EPA20 (VPS25) WHE'! #545Vps20. RNA
Vps36 EPA45 (VPS36) WH. GLUE. NZF1. 2 (fgp0e ZEARNA. BEAETEILAS
Vps28iCTD. 2 &
ESCRT-III  Vps2 CHMP2A/B MIM 7 32:36) 5 Vps4fIMITH EAE
Vps20 CHMP6 (VPS20) MIM2E343¢] 5Vps4IMITAHE AR,
454 Vps25
Vps24 CHMP3 FHMIM ] 436 5V ps4fIMITAH B AF:
Snf7  CHMP4A/B/C FIMIM2E3436] EVpsaIMITAH HAE,
(Vps32) 4h45 ALIX
Vps60 CHMP5 MIM1B23] Vtal 5ESCRT-IIZL#E A L.
(Chm5) BT B e %
Did2 CHMPIA/B MIM 1034361 Evps4IMITH AL,
(Vps46) HFEVtal. Istl
Istl  ISTI MIM1. MIM203233 SEADId2B VPS4 AAA,
I Vpsait £ Bk

Vps4-Vtal ~ Vpsd  VPS4A/B (SKD1/2)

Vtal VTA1 (LIP5) MIT. VSLM-41
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Y. BRILLLAN, ESCRT-0 i H A F1 5L M A% H
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S i KR — A FYVE 4543, Vps27 AT HRS A5
it FYVE 45 #4505 R N AR R 0 W AR e UL — i
iR (phosphatidylinosito-3-phosphate, PI3P) %54,
A S RREE N 22 FYVE S5 FilriRiz £
gt & 45 # 48  (ubiquitin-binding motif, UIM) ,

WHAMRER RS, Iz Zebrichy “]Ry”
EAAREFEH. REEL S HRS R4
4 (clathrin-binding, CB) 4% ¥ 5 A1 & , [
ESCRT-0—& 9 %%, PIfEiE ESCRT-0 76 HL F5U%
IR A R AE 2, Vps27 M@ P (S/T) XPEF
5 ESCRT-1 1) Vps23 W R45 4 220 IF8 m & R 55
ZNRRE . ESCRT-0:i# i VHS, UIM £ #4385
ZRGHEMMRSIARCHWEN, & MVBEEH
SEAELR ) AL R
1.2 ESCRT-IFIESCRT-II

ESCRT-1HI ESCRT-I1 DI REAHAL, 385 Phln] & 4%



+506+ EMUEEEYEER

Prog. Biochem. Biophys. 2022; 49 (3

YEFH . ESCRT-1#1 ESCRT-II VA 1 = 1 () L6 75 JiEE I
2 %e, AR Re R o AR I N B O ) B 2
{4 27280 ESCRT-I 1 . 3 Vps23/TSG101, Vps28/
VPS28. Vps37/VPS37 Al Mvb12/MVBI12 4 i, .
55 Vps22/EPA30. Vps25/EPA20 il Vps36/EPA45 NI
F %, T ESCRT-IT 2, Hidr | ESCRT-T 3 Vps23
#9 N ¥4 — 1 UEV  (ubiquitin E2 variant) 5%,
fEfE Ll 57 ZILE MR E N ; Vps28AYC
Ui — N IUBRELER) CTD, T84 354 5E ESCRT-II;
Vps37 N i 45 14 3k 58 6% 15 Bl ESCRT-1 5 B 45 6 .
Vps22 5 ESCRT-1 Y Vps37 THRER L, A B F
ESCRT-II (Y i € 17, ESCRT-IT V. 3 Vps25 £, 25 £
WH (winged-helix) %5 #) 38 58 5 ESCRT-III . %
Vps20 45455 Vps36 8% — 1~ GLUE Z5950, fis
P3P 254 e . 534, ESCRT-T Al i
Vps23 (¥ UEV 45 #4385 ESCRT-0 M1 B AE ], 1
ESCRT-II M| & & WH %5 4 48 5 ESCRT-III %
g #2020 ESCRT-I Al ESCRT-II i iF CTD
(Vps28)-GLUE (Vps36) 25 4 I AH % 42, S [H] 4K 3
MVBIJIERL, 5345 02" sl e,
1.3 ESCRT-III

ESCRT-III /Y 2T REZ BT VI 2R 80, Az v N,
HAE ESCRT R G/ S By U b R #8 T #% 0 1F
A, ESCRT-II H I 3 Vps2/CHMP2, Vps20/
CHMP6, Vps24/CHMP3, Snf7/CHMP4, Vps60/
CHMP5 ., Did2/CHMPI1 Al Ist1/IST1 £H i 5 27 3/
5 ESCRT-0, ESCRT-I, ESCRT-II W. &2 & A& A A,
ESCRT-II WV &2 & AR LU BATE SAEE T AL T
HUG i S0 SR AR A T 2 2 4 g R 4L
EAN Rz, Kb, Vps2. Vps20. Vps24
M Snf7 ZAT G A RBT VI DI R A% O I EE T
Vps60. Did2 FlIstl Jf-AJ& ESCRT-IIT A& F YIRE i b
FHy 119l ESCRT-II 2 Vps20-Snf7-Vps24-Vps2 i
FritATeHs% . Vps20 A 2L s, Bl S Snf7 4
Z R LR . FORBIR IR G5 5T U) 27 25,
Vps24 25 11 Snf7 2 1k, Vps2 # 5% ATP iff Vps4,
Did2 % Vtal o Istl ¢/, ESCRT-II AN ] DL
1R X 85 ESCRT-IT 45 4, i HHOR [] 37 56 8
i MIM #£ /3 (MIT interacting motif) HE5 Vps4 &5
A MIT (microtubule interacting and transport) %%
PSR 2R A & B FEK i ATP AL RE 1
Vps4 1] fit 5 ESCRT-IT ¥ [l F . ESCRT-III 5§ 4]
IRERIE 5 BT T2 I 3 2 Rk A1 3

1.4 Vpsd4-Vtal

Vpsd-Vtal [ 32 22 T A & 8 #5 ESCRT-III [ fif
B UL YE+F ESCRT R4 IEH Y. Vpsd J& F
AAA+ATP [i# (ATPases associated with diverse
cellular activities) , H: 3= Z I HESE /K fift ATP $2{iLRE
BN 5 ESCRT-INE & & 1A il 58 R 3k
M 58 A PR R o, Jodr, Vpsd 1SN
44 ESCRT-IT 4 MIT 254448, . 141~ K A ATPase
ZERYIR . 1A/ INE) ATPase Z5A438E . 14~ B &5 A ds AT 1
A CURIBHELH AL B, Vtal 45578 Vpsd |, 123 T
Vpsd IR & . AL G PE DL 5 ESCRT-IT A9 45
A Vial N L& T AP SIAS R ) MIT 45
Fadak , 38 MIT 25/ 38 Bk 58 5 Did2 45 & kA &
Vtal IIRREN, YAES Vps60 B4 G EAEH .
Vtal 1) C %fi VSL Z5F9 3R 5 Vps4 1) B Z5F3R 45 & .
B Vtal 5 Vpsd 78 iR 451 F I AN G H At ESCRT
BAEWWIZ W —HHEHMHZE, 0Vl 5 Vpsd £
Uife A S ERIE R 3EEH . Vpsd-Vial 2E[F]
YT MVB @12 FUHA Vpsd 2 5 19 4= f ik 72 0
Vtal 5 Vps4. ESCRT-III 454 - e 2 #F Vps4 19 £
Rk, WS ATP RIS, 2 Vpsd B+
1.5 ALIX

AL ALIX P B — SRR B FEE R, Has ot
Brol 45 ¥y 55 Snf7 45 & LA%a [& Snf7 Z Bk, 1%
SR 3L 27 ZALEE Doad, AT S 1 T % 14 1
ESCRT-I MIESCRT-III '/, Btz 4h, ALIXIARER
1% ESCRT-III (21 %%, %% ESCRT-IL Y TR, M
MYEAIREE GAZ 5 PMR 4

2 ESCRTZ%7#EPMRAHHI{ER

REBFAFINT, WA 2 =i
i, MO BN ZERIRE b T AN Az
S A R A A T O E” AR
AT RN, & fLEEFE (pore-forming
toxins, PFTs) &M “fHH” B/ (HRE
<100 nm), HENE S E A LA R 5 B
T ERN, B LLZ R ML R AR 1 28 i 7 =0
&y MG H (B 200~500 nm) W) 32 2% R
“UNTT HEATEE 4, BSCRT &40 [FEf 25
Kb R ME H R, (HBERDS TR0 DB
g 50 MR¥E ESCRT RGN T AR
W], AR H 3 B4R H 28 F1 MVB T J 9 Fl & 52

wit.
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2.1 ESCRTRZ5HZFEE

JaAh 2R 48 E AR T ESCRT 248 . HOLIAE S
() HeLa 40 ML B (5 52 50 v, 176 40 M R f5OUR 58 & 3
T A 4 ESCRT RGEAHCE FHRSE, Hrh s
ESCRT-III ) CHMP4B, CHMP3., CHMP2A,
CHMP2B . % #1 VPS4, 7E Bt L fill I, Jimenez
S 0 gk — B WFSEIESE T CHMP4B 18 1% 16 6 )y
RYET RHAERA . i 7 Bl i, $ith
DX I BT A A CHMPAB 2 Yehnic i 4n e oh 25,
siRNA-CHMP4B 7 A b B8 45 240 Jifd I % 30 40 il A7
R R, UESE ESCRT-II A] 3 5o H 2 iy 7 =X
Z 5 PMR ™', B f5 7R HAB Y b SR 2 e ik 1
Ca™ ., Annexin A7 #1 ALG-2 (apoptosis link protein)
EESCRTZGEN R FBEENEEZS5E,
ESCRT #4430 i 2R HL an &l 2 fis .
2.1.1  Ca’fil ZESCRT R GuAH 2R 1 Ao P 2% i

Ca™ 2 8 ESCRT R4/ S il 2B 1“4
L7, Scheffer 55 ' JIE S LA MY N Ca¥ BE L1,
2 Jif I S 1T A ALIX . ALG-2. VPS4 Fil ESCRT-III
REA LB, R, JCCa¥ I ABEWELE] ESCRT
Z5MWBEE k.

ESCRT RS/ 5 1 th 2R 48 52 A0 G 8 1 A 32 4R
SRR A o 45497 FE B A B R TR AT DA
HEAZITPHERSE, W ALIX F ALG-2 7E4647;
Jii 30 s NITF IR 40 %, CHMP1A Fll CHMP4B T #6115
J55 45 s TFIRZHE , T VPS4 W T451453 )5 60 s T A 4
%69, BRSNS E T4 A EH ALG-2
E B IE 5L DL Ca i iy )7 X 5 ALIX. TSG-101 Fil
CHMP4B AHEX & o Sender % 4 F e LT yEIE
T ALG-2 5 Annexin A7 A& S IR 12 R 4 Tt
Yikt, ESCRT-IIF1 VPS4 DIREA A THEHR T ALG-2
5 Annexin A7 K HH B EN . B Y, Annexin A7
L Ca™ FIBAE N Mok 22 28 R M5 1 7 =X 55 00 2 P i 2
ghA ) IR Car SIEMY4E A, HIK, Annexin A7
T 20 AR A7 Rl 5 25 405 3 57 0 R T 2 R e
JE TG4t 5 54 EF-Hand 2546 145 25 145 & 4 1
ALG-2%54, ALIXGE 5 ALG-2 ELHEAE A5
2R G b S5, ALG-2 5 ALIX 4 %¢
ESCRT-II V& SAM TSG101, 7E4 A i i
5 Bl U) B3 0V A0 BEL B Py A2 B 4y - 01 £
firid, ESCRT-II Al VPS4 %5 ESCRT R G AH K8
FE A5 0 40 MR 1 1 e A R U 2 Annexin A7,
ALG-2 MTALIX ZE 5 RAIE A, Hi—ART] 4

(@)

_Ca2+
\ i
ESCRLII— @ @ ©O—vrs4 4
6] G&— AL
— Annexin A7
/— ESCRT—O I .
—ALG-2
(b)
ESCRT-Ill—o {)— vprs4
O
— Annexin A7
/— escrr-1 G—ALx
—ALG-2
(©)
<:>o
\
ESCRT-III—© ©) {)— VPS4
@
— Annexin A7
/—ESCRT— 1 &—ALix o
—ALG-2
6}

Fig.2 Budding repair mediated by the ESCRT system

E2 ESCRTRELNESMHIFXEE
(a) AMMUAEAZ4, Ca>* ABE; (b) /55142 Annexin A7, ALG-2.
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SEAR A il A TR SR A, B R AR BT DI ZE S, VPS4 EEE
SESCRT-NZ; & I e K fift ATPHE AL BE B (1 25 1 F /- S ESCRT-TIIIY
B (o) ZHAIBLIL S U AMA Ry BT, TR 28/t
T BRSZA AN, ol 4 A A

2.1.2  ESCRT-TIIFIVPS4 2 5 25 /N 14 TE W K
Jii 7%

FES T 2 A BE T A8 SR T 75 1, ESCRT-IIT
FIVPS4 S 5T 25/ INAITE B S i i . A7l
&S BUBEAY ESCRT-II FH AR 22 W SL 4 i, ix st
TV 52 A0 L PO TR R LA, YA R S
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BT RE 4 % B EL A TS M B ESCRT-IIT 5+ 7 K &
Yl FEat AR, ESCRT-II—J5 T 5K 3 41 it i
AN ARIE | BTPIZES, fEUEHIAh N (S
FEHAR) MR Y, S —Jr i, Meng % 0 IFSY
I ESCRT-I AIAE R 5555 5 A i iz 2
AH 5 By X85 1 Syntaxin2 FIl EFE-1, VPS4 T2 1E
K fi# ATP 2 {3t 58 5 19 2% 14 F /v 5 ESCRT-II /1Y
B

ESCRT-II /S (4 i oh i 28 X8 52 A DL e
&i: a. ESCRT-III I ] 40 i 5 2R A8 N5 2 ATP, 13
ZEME A 0 R P Y G Y 3 CHMP4B 7 20 ffd i v A
SHEATE R EREMME, MR T ATP, b. i
S ZEE S BT T ESCRT-IAT VPS4, T “f
17 4b Wil ESCRT-0, ESCRT-I Al ESCRT-II, H i
25 T TSG101 FEARAL By 2R 4 *¢. TSG101 #E i Bt
2% ALG-2 BIAEFHF %4 ALIX, 3% A] fig /& TSG101
TE PMR #5057 A B2 St 7, ALIX G a4 2 4544
B E 5 ESCRT-I AR #:, 72 2B rh it
30 ESCRT-I 412 %33 T ESCRT-0, 1ML, c. 5
MVB AR L, 2RE 5 P 2 2540 R AR G e
JGo MVBiEfEH “524)” HEHMZRZEBER
VIR, W B E P TSG101 51BN 2RIz R
BN AHXTIER . 5 MVB AR, HEE
i I B2 Z A R N B T NG B ) ESCRT
RYHEE Y WAMERE P ESCRT 2 5 TAE
FIFLEI AR, M2 T, ESCRT A1 MVB
B RE N,
2.2 ESCRTZZEMVBERKHEES

MVB Y kA= 8 K 20 2R BE R, H
Hh i IR TR N AR L R AE A ESCRT 25 1 .
PMR i & v, 4 4t B R 1) P DB T 1 24 300~
500 nm K/NW AN &L, N FREREE,
fE ESCRT RAWMER T, NEHLRELA 7E—IE i
B 2 AN ILVs iU MVB ' MVB JE i 5 — J7 1 Al
DA 3o Pl A 2 A K 1R 3 A ML R Y PR Ts 53z # 4
FRAR , 55— T o] S5 A A ARl it o R e ol
& 2O B 40 B A B8 9 (extracellular
vesicles, EVs) , i if X MW Fh & & 5¢
PMR [45, 52-55]O
22.1 ESCRT-0. I . II . IS SMVBAERL

MVB ¥ i % T A0 P B o >4 4n it s Az
P, HAR Car M IRAE, Ca? MR E T il & %
Fitg A R, A Bl AR5 200 R S %) 5 T R R 5K )
S ERVERSBEIERE (acid sphingomyelinase, ASM)

BRI, WERENREGAS AN, KRN IERENE
(i 1ER S 1B i Y aa e g RN i o A Sl =
25 P P BIK 59 B P 4 68 A2 450 Bl o A AR 11 B 45 AT B
DI E 7 S R i Ry =R S A A AR
1A O A T 1 R A RO i R
A IEEE S(uRTER ) 771 Eas NS i S EER b SR
WAARTE I BL Rl , MVB B2 & A AR 2 ILVS %,
I B, TLVs BYTE UK T ESCRT W& &
REEA, X R RIS AR5 NG
F| MVB i [R] Bt b fir b 75 1 7

ESCRT R4t /& MVBIE W EE S 53, HiE
A RGE R DI RE LS skl “ T B S
PRSI - A, PR PRz Rk
M. “HW” AT HZ Zhid S A ie# ESCRT-0
() Vps27 WP 3L A1 Hsel WAL VHS . UIMZ R45 A
g A s iR ) . HEYk, ESCRT-0, ESCRT-I }
ESCRT-I1 3 33 45 22 W 5L 5 N A (AR B b 9 4 S 14 g
FEwE R e — B IR 4SS, XA BT ESCRT &%
TENERRHR [ E L, ESCRT-0., 1. I1IEE &k
I P(S/T)XP %)% -UEV Fl CTD-GLUE 4 il /¥ 1% 43
R, MfELS AMNZ R GE s Bz £k
Y B, fe)E, ESCRT-IIE AT 5L
Vps25 5 Vps20 2z 1] (1) 3% 4% #f ESCRT-T 4 5% .
ESCRT-0 g4 512 Rl A 250z Z LBz 2
Rz A, B It i EER
. ESCRT-IF1 ESCRT-IT i3 W #7528 414 5 45 T4
WEEHLL, BERKTZZEANZEE, g
AR TR, SRS . ESCRT-IT A4
e FFie FRAIE B Vps20-Snf7-Vps24-Vps2 BT 4K Uk
AT, EEINGEE U ZF SR W i ;e 1
ESCRT RGMIHIET , R “BY” #orikIit
] PN YT R TR A o B i ZE D s v . Bl TLVs (193
%, MVBZHIEAL 7 510 20,

FORTFoE 2600, WL Sh i A0 Ak rb bR T SRS 1Y
ESCRT-0, ESCRT-I il ESCRT-II & #fi i 1% 4b ,
ALIX 848 JF ESCRT-11 B 41 1% ESCRT-II, fEH
BARMERAE “%Y” EOaEEILVs 7 I
b1 ALIX JE B = Bk, AE o S 30 3 I
CHMP4, ¥ M fasE CHMP4 £ 81k . ALIX #
i W CHMP4, TSGI101 43 il 5 ESCRT-III,
ESCRT-I M HAE ], EA i%#: ESCRT-1 il ESCRT-
I A3 7. b4k, Baietti 45 ¢ Fil Hurley 45 7' i)
i T ALIX 540 ffd N 4% A 85 H syntenin 45 5 REfE
HMVB K EVs B, HETAH ALIX 7E MVB
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WP Y “HBfAE, (HX I EE R
PAR/R T ALIX Al REAE MVB &4 Hh2g JL 52, 31X
T Bt — SRR .
2.2.2  Vps4-Vtal /- FESCRT-I ) fif 3 S50

ESCRT-I ¢ i BY VI f, AN4sik A ILVs N6,
M2 AE IR IR H . Vpsd-Vial WA ARk
YE I A# ESCRT-IT 4537 % & A= fiff 28 5 DA P9 AR R ik
MM, SEREHRIFER T F — 5B,
ESCRT-III A fif 5 s — P FEREE 4, Vpsd /K fif: ATP
PEALBE T ESCRT-II FY 42 ilAE , e i LA 3
Vps4 j& ESCRT #4~ RS 1) s RE = R R, /&
ESCRT R4 2 5 AN RN “BIFR”, HHR
B FEMVB A2 1 58 BT 5

BRILZ AL, MVB &40 IEH T 2520
LR EZ Z e, Hik, HEHEARNZER
fEXTF ESCRT RAFE R ILVs “184)7 srik 2%
U B3 REH A A2 Z L& ESCRT &
SN TR B 10 R T . MVB & 12
AN E AT B RS,
H 238 i 45 % ESCRT & 48 41 ¢ (il HRS,
TSG101 Fl ALIX) iz 2 ALK LI . Amerik
SOV TR SRR RS IR RS, R Rz R
RAETEILVs Mk Z T “02¥)” Sz ZuEim
DLk A MVB 217 08, JFFEEA MVB 281
ZHI M RPZ F 0T, SO T YRR NI R
RASEAEER L,
223 MVBXJEEIZHPMR

MVB JE J 5 A 38 1k PR AS 5] A 4 8 s A2 e a0
PMR, B3 i 7 Tl A 24 A0 T 1000 P 5 400 o e iR
3 MVB [RI 41 g @5 BB ILVs. MVB H (1) PFTs
JBE % THT 2R SRR R B A AT R ) T A R
Corrotte 55 ' ELESE, NHFFERELIMVB IEE
] VA TR %A . PETs 2 #0211 A0 N A 3 ok ok
TR AL HE VS B AR 19 M ik AR B 97, LA X ESCRT
RGN0 ILVs TEME I N B IR NI . 0%
Wiz ZAL B G kv A MVB,  f5 i i 1 75 il A
IRRAETREI SR T e rh ) 08" AP TR
fife o HORILVs iRy 0247 200 ) R EEA
H—2EILVs e H 1797 JFA—E BFEf# . MVB
2 M B AL 3 T AME S 1 TLVs, X 2B TLVs
WRE—FEV. KT & B LA 77 A2 ok R
TFMVB Y EVs ', PMR iF ", SNARE % [ Al
MREZ R T, WERMCHE N (SNAP23) . &
fil @l A % 11 1a (Syntaxinla) . HE A0 G 1 7

(vesicle-associated membrane protein 7, VAMP7) .
VAMPS, Rabsll, Rabs27 fil Rabs35 %5 by [l i ,
P fdt MVB & [ 20 B EA T, IFAE L ADo3- A i
FERCILVs ™, Jl e ez, A2 450 1 4 i s — i
TR R L N e B 5 . H 24 Az 46 ™ H
IF, BVs B ny 4 A S0 5 18 5 i AR
i

ESCRT R4 F HIMIA HH ZFFI LA MVB JE R
D WRRME SRR XA AR . BT
AR TEEE S BERA EVs A, AN]SR
Fie = 5 = A  BVs K/ . AR IEAN ] .
Bian, 2 /N ) E AR 29 78 150~1 000 nm, 111}
ILVs B 8 2 7€ 30~150 nm. Roefs 5 **' Fll Cabral
S UNR, EVsBENE LLSE S MAE N o Wb )y AR
LB AN A G . Ak, Bittel 55 1 HiiE
ZEFI MVB PRl i& 48 77 45 1 EVs ¥ 0] 2 5 B85 ILAH
MBS . B IUE A RIZ 3 3 2D RE
B, AR W R B IS S E RO
7 I B s Lt P 08 P A0 0 0 A0 e i i P 1
e gt a iz shE A e, AR
T BB WU 57 B S NNk ,  B05E B 95 K A A%
K, T, WAWFGE ESCRT R 4:7E PMR Hi i {E
FH, 8 B TR SO B LA S i 518 52 A0
Jitk, etz sl kU 55 IO SR HE R I
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EA ) DR F R (T B M 05 2 (57 V2 1}
FET RARAET IR SO E AR ), — 7,
28 P R A0 ME R RE ST S N i S T
WML T B N 28T, Tk SRR E DI RE TR 22
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KiF . ARG E T IEEANM FETS”, MOMARE
PRI BT A Lo

ESCRT R 4: [ A& 52 DI Re MG T7 e Je it 1
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BRAET 1o+%) | ESCRT-TI . 3£ CHMP4B 1EiX =/ AN
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MM LN AEIR AN “FET-7, 3K hy 4 A7 4 B
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T-HATIHF (W MLKL, #EfL&E (gasdermins)
Bt kY (lipid peroxides) ) W Eit, 40
M EE PRI A E 7, WS FEURER 2R 5t
T=7 o Liu5g % JA k£ 8 45 461 T ESCRT-1IL (14 i
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L RBUEEE S PUR RINT ME A M CAET AR
ARG ST I8 (R P 7 A
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The Function of ESCRT Complex in Plasma Membrane Repair”

ZHAO Sha-Sha, SHI Li-Jun, WU Ying"™

(School of Sports Human Science, Beijing Sport University, Beijing 100084, China)

Abstract Plasma membrane disruptions have been documented under physiological conditions in lots of
mechanically active tissues, such as in skeletal muscle, the stratified epithelium that covers our body, the
endothelia that line our blood vessels, the epithelial barrier of our gastrointestinal tract. Timely and effective
plasma membrane repair (PMR) mechanisms have evolved to rapidly reseal a membrane breach to ensure cell
survival. Otherwise, these membrane disruption events initiate a “death cascade”. PMR is coordinated by many
“tinkerers”, which have a clear division of labor and show certain timing characteristics. The endosomal sorting
complexes required for transport (ESCRT) is the “tinkerer” found recently who plays a key role in the repair of
plasma membrane disruptions. It is composed of ESCRT-0, ESCRT-I, ESCRT-1I, ESCRT-III, VPS4-VTA1 and
ALIX, which take part in the budding and the formation of multivesicular body (MVB). This paper reviews two
repair methods mediated by ESCRT system with budding and the formation of MVB. The function of ESCRT
complex in plasma membrane repair can improve membrane disruptions, which is able to be used as an effective

prevention and treatment strategy for cancer, Alzheimer’s disease, muscle injury and muscular dystrophy.
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