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THZRAERSHRER

AEE I
(LGRS B 24 B B S B RS B2, 38, 200002)

WE Wi % EIKE B S(charged multivesicular body protein 5, CHMPS) & —#F 2 F AR F 69 %
8, AR T 04 F R4 R R 6E @ 4% 48 X & @ 60(vacuolar protein sorting-associated protein 60,
Vps60). 14 MR 4ik 4512 § 44K (endosomal sorting complex required for transport, ESCRT) 11149
FT&—, CHMPSA S mi N ke M. F545. RELFF I M ERLR. CHMPSZ—FF
FATKE, £EWMA G MRFIFG. TR OB R TRETEER. Wb, EFRGHARTE
7, CHMPS ATt s b, ity 25 A2 F 3 h4E A .
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Research Progress of Charged Multivesicular Body Protein 5

ZHU Yingying, WANG Hairong*
(Department of Emergency, Xinhua Hospital, Shanghai Jiao Tong University School of Medicine, Shanghai 200092, China)

Abstract CHMPS (charged multivesicular body protein 5), whose homologue in yeast is Vps60 (vacuolar
protein sorting-associated protein 60), is one of the highly conserved proteins. As an indispensable member of
ESCRT III (endosomal sorting complex required for transport 111), CHMPS5 participates in many intracellular
processes, such as protein degradation, signal transduction, and virus budding. CHMP5 is an antiapoptotic gene,
which plays an important role in the formation of skeletal deformity and tumors such as acute myeloid leukemia. In
addition, recent studies have shown that CHMPS5 also functions in T cell differentiation, cell division, etc.

Keywords charged multivesicular body protein 5; endosomal sorting complex required for transport;

intracellular transport; cell apoptosis
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HRAH Y, S 55MARUIERE. Har, IV\J%XT
CHMPSHIHF R FEEF THSERNEH. i
TP FE TS T7 0, AR SO L IEAT 25508

1 ZRAKSESCRTHIINEE

% YK (multivesicular bodies, MVBs) 2 1
WAR I —MrRR R e ATl i N 7R IR B R 4t
WEFRYBL BOARMSZAR AL OB R A& P, &
TE IR A S B OCEEREM .. A&
DRI+ R A i D] 7 32 AR 25 2 1 B 0 3 N T ik
MVBsIFE ik — 5 73 ik, — 55 e 2 BV Bl A
HHEAT B, 3 A Rl B 4 R B =R

ESCRTRAMIFERE BE 3 R A HEAEH . J5R
(IR 8 A BN, ESCRTAEZRMIER [ 32k« PRAr 4 i o JiE
SRR, R EE Y B A T AT ELG . ESCRTH
ESCRT-0. ESCRT-I. ESCRT-II. ESCRT-III 4F V. &
EARA AL, XL GRS Vpsd SV 2 B B —ilerE
M Hh R IE DA . ESCRT-0/& ESCRTH: -7 )5 3
K7, ATRUR ANz AR B i, 3R 53R & E R
FREFINARF B, ESCRT-IN & A4 N e M R BT

N 0 Ligand

Cell
signaling
pathways

‘ Recycling
"~ endosome

‘ Early
-\ endosome

AL ESCRTHE A4, Aeiigim i H24H sl 1 Vps23H
[FIUBCHEZE MRz 2 A B O, Wz A B
SRR, HEEIE N2 B ¥, ESCRT-ITR] BAFI
PWARNRZE &, FEalid b5 A A B P [B) 42k {2 fF ESCRT-
1) Vps25 JE 5 3 52 ESCRT-IT /) Vps20, FE4# 3%
k., 31 5 ZHESCRT-IH 3SR . ESCRT-I 3= 2%,
I FRERE HE & 8% 25 1 7(sucrose nonfermenting protein 7,
Snf7) R U B 5 2 ai - H iz R E A
FHEG, BBz w0 E D, SEMVBs it
TR G —25 19, VpsdsE ESCRTAE F L F e — 1)
ATP. LYSTAHHAEH & H 5(LY ST-interacting protein
5, LIPS) ] LA & 0% Vps4, 4 ESCRTAE i F
RE, [FINHMEZFESCRT-IIAEES . %I A2, CHMPS 5
LIP545 4 5] e LIPS G U 7, $ii] Vps4idfb, 380
ESCRT-IIF2E M (1)

i 78 7r, ESCRT-IIAE & H (1 8 H, WCHM-
P2A. CHMP2B. CHMP4AFICHMP6, % CHMP5f
F52 A WCHMPS{EESCRT-TIAH 5% (A€ i F v i
FHEEEM. A, 2T 5T K I, CHMPSH 5 4
2R/ N ] 7 e SR

Virus
budding

ESCRT-3
subunit

ADP+Pi

“MVB/
Late endosome
Lysosome

0: ESCRT-0; 1: ESCRT-I; 2: ESCRT-II; 3: ESCRT-IIT. 5 4k3 /R 15 CHMPSAH < i AR 72
0: ESCRT-0; 1: ESCRT-I; 2: ESCRT-II; 3: ESCRT-IIIL. The blue lines indicate the specific processes related to CHMPS.
E1l ESCRTE25EZERFHEMFBEELFNERE

Fig.1 The process of ESCRT being involved in membrane protein transport and virus budding
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2 CHMP55HME

CHMPS5 ] /il P 3 % 2y € 3 2238 1 ESCRT-I £
Bl. ESCRTAIRZ RALE A0 th, REFIMVBs
o, EHMVBsHE 73 5 I R s 0k 2 IR B AR AT
Bt o RIS, MVBsid R] % m) 5 I, 55 R 5, <k
LA N AN 2 . CHMPS R i 1% 3 F2 52 i s
SR WY RS M AR
21 EEES

ESCRT-MVBsB& 12 1] [ fifiz mACE 1, #0E
52 AER (B ESCRT-MVBs# R 4T F# il . 7E1%
R, BUBASEZ RS2 S B, IR 4R A H2E
TR, Kk rsmE N k. BEEN
R ERBER, WEIZHTERMVBs. ZJ&, MVBs
HEEEALE G, K B0 IR 2 AR A H A B R
ITFEfE . CHMPSAEIZERAE T HIAE I 3 224E T MVBs
[ Y5 g A ez R i AR

A A KN 7 ITAY 5244 (transforming growth
factor, beta receptor II, TBRINZE R LG BAA &
FEH . IR CHMPSRE BRI/ S B 40 i R
B, TRRINE B F 5, HORHA S T3 K ) I 401 P 4
MVBsH 1, 1] I, CHMPS#t Z J- A2 MV Bs 17
B PL A R B AMVBsHIE R, M2 46| MVBs 5 7
BpRSs &, 2R E AR T MVBsH, #EM 3202
PR B A3 T B, ()RS 15 5 R T I

TN 24K (T-cell receptor, TCR)/ T KI5 T #%
FAE O I BAH AL R R B 1S 9% 7 (nuclear factor
kappa-light-chain-enhancer of activated B cells, NF-
kB). VE T HIZ IR F (nuclear factor of activated T
cell, NFAT) 13 & - 1 (activator protein-1, AP-1)%%
Z M S R TR U, T X Be e s R T2 540 A
RIEREEZ P EER AR . thAh, TCRA
68T 159 i Bz Jo v T2 L ) B 2 e 458 L AT A T ik
ITEH] . W58 2o, CHMPS 5STCREA NIETEEE &,
% CHMPS, 2R Y TCREZF G 2 10, SR 7E
g i v SR IR AN TR ) R, AR/ BN R AR B
CHMP5 Gk Z FF A AR 40 i 2 1 1) TCR, A2 520
NF-«BRJZKF-, 3 H., 72/ B Rgnfe -, CHMP5%
TCREAN AT o AL & BRI /7 ) TCRAHR
VI CHMPS ) #3653 75, (B 23850 CHMPS )
FEKF. XS BT CHMPSTE TG I AN W7 1 %
Az RBP4 TCRINGIH R 2 1 E B
U2 PE R A 1K (major histocompatibility complex,

MHO)ECAARR) , CHMPS 5 52 TCRAE 5 % S 1520
FL 22 5 1% 20457 R 30407 s R A= BRER AL, , 4001 4 S
10017 S 1172 F=AY, CHMPS 2R 1 B AR/ 13, 5]
TR SE A TCRFNEWI > T CHMPS 1) % 5%
FER R L R AR ML AR A X BV R R D S
A5 HA 2R, R & B8 CHMPS & H I D e E
AR S E, TEAS IR () 20 A 858 DAAS TR 1 77 50
RIEAERH .
22 fREEZF

%5 7% 2 B SESCRT# /2. VpsdZs 2 U 41
KU, ESCRT-IITENS 75 H 2 i A2 okt 218 DI E A,
P EE N BB H 2 X k. Vpsdg—Fi 5 Z R
G A S AAA ATPase!™, 12 ESCRTE FH i &
HRME— R FERERE, RERSPRARESCRT-II. VpsdHH £ Ff
FEAFA T, AR LIPS & LY ESCRT-I
. LIPSXIVpsd ATPasedit I 5% 241 AE H, 18
ZAE FH 5 BEAELIPSAS B [RN- i A1 C-3itg 45 ¥4 345 4% 5
S OE I 4 2. LIPS S5 ESCRT-IIH B CHMP1B.
CHMP2A. CHMP3USME A4 &, (B4 G mfA
Fr AN A7 T LIPS HIC-gi FIMITHE 7 7] 5 ESCRT-III
HOKE 2 B H FIMIML S 7 25 6, 161 5 Vpsd4h o
CHMPSAEMIMIE 7, ik it 5T & 3, CHMPS )&
5/ E S LIPSHIN-Im 25 7, HAAH vV % ) CHMPS
7 Al HLIPS4: &, CHMPS 5 LIPS 1% Fl 45 & Eb HoAth
CHMP# H 5LIPSH 45 & ¥ N 5 %, CHMP5 5
LIPS [FIN-3iiy 45 #3845 5 7T 3 308 4 1R S AR, 10
HILIPS X Vpsd it ] # E F » Vps4rl §f fIRESCRT-III,
AT T2 AR OIS Hind #2 . CHMPS S LIPS 145
A0 T ESCRT-II i 5, #4395 55 H 28 i F2 AR 15
HinfeasE, RSl L.

3 CHMPS5iEFEAMmIET
FERFPEAIEAE T (programmed cell death, PCD)

BFEAMRFE T, AW, AMETS. MR
M AR NI B RS OE , AR R 40 i 1
ARFGET M, s WM S 3182 N IR &
FAAMETEEAT , ARSI AR R L AR R
H 7K fift i (caspase)o PN B PRI A2 i 8 T/ IMA B0
caspase-9; TEAMNEMEIRIEH, caspase-S I AL =4
caspase-8. Capsase-87F/l caspase-9¥iF caspase-3, 75
SN T: . Ak, IEH A caspaseH T2 S
[Al-F- (apoptosis-inducing factor, AIF)i& 1%, ZRRiiARE
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TR ATFENAE A% , 75 SRR E 22 Z 8 (phosphati-
dyl serine, PS) %55 Lo UK FIDNABIRL . H W&
S B S AU R 2L, 77 A B R AR R B A
TR A g . AU, DLSCILE B A 5 1)
AR 75 B RN Lo 4 i #5 H BE UY UE AR A
424k 3(microtubule associated protein 1 light chain 3,
LC3)EHFEM T HWRIAE F. LC3IG MG £
C-3i J B, 7 AL M5 A 19 LC3-1, F46 E R AR G
JEALC3-11. A WREUE f5 , LC3-117 LC3-111 %% 1k
Ine A RRAR T SUPRAML % 14 258, H Gasdermin DAY
5, #KHfi caspase-1. caspase-11%5 % Ff caspase, J-1F
H A4 2 -1B(interleukin-1B, IL-18). FH4HHEIA
% -18(interleukin-18, TL-18)ZF{i¢ 45 KT [ RE il 1)
BRE T RIS B IE B PCDRY . B T A T
caspase, [M FH Erastinfll RSLsi/5 5, 1 5 204 iy P9 2k
A ELATE VLA B H 2 (reactive oxygen species,
ROS)ZE R 1 S84 i B, & gt st .

W A 22 Tt 98 22 B, CHMPS R DA il 28 fif
P HRELRARNLEIT &, JLISEER R I AN [F] 1)
i, FERIE M — TR, {8 H shRNAFCAR R
HEK293 T4 il 1 (1) CHMP 5B 5 , caspase-87% &
B 38N, caspase-97 &M T, I CHMPSI# it
ANJE A AR SN AR T B AHAZH ST R AR
AT REAT Bk o [ R IORT AT ) 45 R 88 S TR
A He i — TG 7T [RAF A ) shRNAKS U93 741 i
W CHMPSYTER, 32040 2 9 2417 )5 1) caspase-338
I, 15 caspase-8F1 caspase-97K - 3 Jo B . 2448 , AIF
BARRHGED . 5 — I FUE i §T CHMPS FL% Rl A7
Jr BB 0 e s w0 ) U93 740 HL N ) CHMPS =
caspase-3 8 IG , caspase-8F/ caspase-95) i # B4
A2, 1 ATEZCE34 0 B R B2, 2R ] CHMPS 41|
T AT, AR I L N AR IR, T
R A2 I8 AN caspase ) ATFIEAE. 117 & N AT 5T
S8 I 1) 22 S BV 2 EH BT S P 4 M 1) 22 e S B0 . )
Ab, R T AR A BORLE B/ LR IBE . 1B
FIACRRFE FF A, ROAZA & CHMPS | 3 224E i
12, W RE RS 52 FAtha& A% 1Y) TR H2 52 e S SR 0E

EEFMAR R T CHMPS 5Z ZILI K R
CHMPSPERZ RPN, 2 AWHZ KL, 2 CHMPS
572 514 5] 1 8(ubiquitin-specific protease 8,
USPR) 4 A 852 TCRAG 5 # T2 , CHMPS 245
BB Sz #= A, BmHARE M, 25— R

M = AR M . CHMPSIE H] 5 USP1S45 4, #ifil
NAZ AT «BHI#I & 1 a(nuclear factor of kappa light
polypeptide gene enhancer in B-cells inhibitor o, [kBa)
BB AR, PH L IkBa 5 NF-xBAF 25, #017 NF-«B
WAL, HET R B, NF-xBFE 58844 T Al GEAE 3k
T RERR R, W SR T@E . XEvFe
CHMPSSZM A il T (i A2 2 —

HAHE AR TT T CHMPS 5 A BEISE R . ]
CHMP5J5 , LC3-IIF TG W] 2 48 P, AiZ A kit
W FE AR WS o AFAUR I LC3-THBLF-45 A )k, B
PR | e R b i HAdr SR B, DLt — 2
ECHMPS 5 HBEI S R . I, A58 &K I CHMPS
BRI T R A A . bR CHMPS )=, B
FFAMRIE TGN, T CHMPS S5 40 fE
S HAMPCDIT A RAE, H AT T2 ERES.

4 BRI S M5

6 i H T 200 B 1D A T S 8 I3 O 1 e B 11 3o
2, %I RS TCRE VMG . T2 — e M B
J& , TE4HH R I Ik 52 441K TCR, b 3 [F] 52 A J
[KICD4. CD8, 14115 T4H 51k X BH P4 (double posi-
tive, DP)4fid. DPZHiNZA MHC /3% )5, 5 MHC 145
A IR DPYA I /3 A N CDS T TR, 1 5 MHC 1145 45 ¢
DPAH 534k ACDA T T, HEN T — D F20,

B AW I & P, CHMPS B ] 5200 T4H A ) BH 4
WIS AR . BIbk 40 R JE-2(B-cell lymphoma-2, Bcl-2)
2 S CIE 71110 s e e (= 8219 G 1] 32 oo e e
REWAREEN, Bel-24 A KM HROSA 5 1A
fefil . 24CHMPSHER = B, B i 241 B P 1 Bel-24
2% 5 ZROSIIFEIIE), USPS 5 i izt o5, 15
HREZ 5% BRTIAR . TCRE5CHMPS
PIFH St AR AT T AR T BF IR B, (R 21
TCRA Y 1E 2 HECHMPS RS iR K. #4 %€ CHMP5 25
H R, 38 _FI T USPSIIRIAN, CHMPSHIBE R
AL 1 PR 3#EUSPS8 5 CHMPS f #H B4 FH, 0 il
CHMP5 H £ (132 = AL B, B9 IMCHMPS 8 H A8
P, E T A0 IBCl-2 3 i, 3900 FH e 43 J5 T4 A 1) £
EVE, HES TN 33— 2D el

MR RAEMKEATEB TR, 4
NRREZAEDN E B SR EA . ESCRT-
1?7, ESCRT-II®Y, ALG-24HH AEH & 1 X(ALG-2
interacting protein-X, ALIX)®, ISTI®"4 ESCRT &
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FLR] BLSE A T AR B 22 7 294 ik . ESCRT-
I/ Vpsd i FFEA 2257 RGN R AEAVE R, P AE4EFr
ohC RS 2 VE RO R R A O R BERIE T, RN
ESCRT-I11/Vps4 ) #E 35 Lt 5 JA 2 4 F ) ESCRTIA
(b 96 5y %L DR 10 11 ALIX) PR FE 2 0 A 2273 24 1K)
SO BE R, A RIS ] 4 R R 4 siIRNA 7 Hr SR
PR 7 g o 11 ESCRT-III/CHMPZS [ A2 % Vps4
RO R ThEE. s RER, CHMPS
7 SR rh ) [RIVR 2R R 2 O 42 oy AN . S
KR CHMPS 5, SLie S240 M1 2 RO RTE il 1 249
YA, IXFW], CHMPSH BT 2 /4N b O R EE R
XU G5 A, ARSI 73 2L FE MR HEAT o

5 CHMP55%&ERR

CHMPS/EMIE . BHHEKE - RAE. MBS
Pt E BB, CA ST R, EarE
#ifi 2 1 [ (acute myeloid leukemia, AML)FI4E iz
R 030 CHMPSEB 2 90 H B S8 ) sk 3. 78 124491
SRR et R = e AN S Rk ] A &I BV N =
SE e R IR AH i T, CHMPSEY B 1 1)) ix
B VF 5 CHMPSIIPLIE T E A OG . 4 AMLAIZ,
A Y CHMPS J , ZRIJH T 38n. o, 745
oA, BRI T CHMPS () B 5 R ——
microRNA-42981,

T CHMPSIE R MERIE, WEH RAMH,
CHMPS{NAE Al 48 i 7 46 D fig ). CHMPSFERK
S o A AT B WGSBS R S E DR AR/ R
B 4H M () CHMPS J5 , BR2F0iE sh#38 n, F2
/INBRH IR Pagethf B W 2 1, IX LT il il
T kB ARTE K FECAA (receptor activator of nuclear
factor-kB ligand, RANKL)i% 5 ] NF-kBig& 42 L 81
(). ERCE M T, VCP/p97 M HAli A T 52 %1k
EAMBEAER, {23k IkBalf#E. CHMPSALT- A Ll
¥ USP1SRKAEF| VCP/p97 L, #H] VCP/p97 H br ik
F Ak, BETT0H] IKBal& AR, 30 IkBa ke &
P, HHINF-xBiHL>), th4h, CHMPSEL R4 AT JE ik
NF-«kBig 2 F S RMER A (E H B S a4
%, CD45. CHMPSHINF-«xBE ZH %L | HKJE
it #, CHMPSAICDAS Tyl i B,

95 JE T 7 7 30N 2R M esB ] 228 15 3 40 i AR
15 0 A 7 I 4k, AT 18 35 22 A1 32 40 i i A2
CHMP5 ZIcsBI1 K & H 2 —. IesBH] fCHMPS

R N-i (080 2R 767 st B Z R 7/8/97 s ¥ R AR
TR AR L ALCY, S 43 ESCRT R ik #5232 1 411 1
16 FA MR PR B M. (H2ZCHMPS X F 3 s A
AP B EE RAE B IR 15 BE I,
{BFE RAGFEYD T IRE . B & HI /R A% PR A A% 41
L 84 A 2 TR B R TR R AW 5 P B CHMPS AN
ESCRT-IIIX AN [F] 41 1 I AR A AN R s SEATL A o

6 N

zidr LR W 7T, CHMPSYE 41 g is Sy, 40 e 43
2. GH M T AR 2 A B AR R R AR A,
Al WLCHMPS [ B ZE Ve, fE R 98 hE 55 2 0 1,
CHMPS 5L VF ] LR — AN BT a7 #E il (H H AT
XTCHMPS I 52+ 40 A IR, H K Z 8 5 # R B T2
— PR BN AR AE T A S B . EE WCHMPS 52 i
i 73 20 HAR L) S5 25 52 AR 1), CHMPSX g
AT 1473 B AR o R 1 5 i AR 4 B0 1) 10 4 (14 2 i
(I e 0 R BR T S, o At A o2 75 3 I ATY
Tt BEsz. K, CHMPSEE A X AE 40 () 50 47
fAEE RIRER A A
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