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fi§i  E:Bel2 MK AL 3(BAG3) #48 E APUIA T ARG L 7, B BAG, WW Al PXXP =514
BAG3 5ZMEAMEAEN, #2MESEOE, RS 2 ME 518, HE 2 AR ELE, R
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Research on the structure and function of BAG3

LIU Yan-Xia, LI Yu-Nong, FU Ruo-Qiu, GAO Ning*
(Department of Pharmacognosy, College of Pharmacy, Third Military Medical University, Chongqing 400038, China)

Abstract: Bcl2-associated athanogene 3 (BAG3) contains BAG, WW and PXXP domains, and plays important
functions in the anti-apoptotic and pro-autophagic effects. BAG3 is a co-chaperone of the heat shock protein (Hsp)
70 and is involved in the regulation of various physiological and pathological processes. BAG3 is not only activated
by several signaling pathways, but also activates a number of signaling pathways through interacting with a variety
of proteins, indicating that the development of BAG3 specific inhibitors or activators may provide the novel
candidate drugs for the treatment of tumors and degenerative diseases, including muscle and nerves. In this review,
we discuss the structural features, interacting proteins, signaling pathways and biological functions of human
BAGS3.
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BAG (Bcl-2 associated athanogene) 5 Jf& /& — 4
i it 5 Bel-2 A EAF F R T B 40 i A8 T 1 8 1 )
45 H1k, B%E T 6 fi NI BAG KREH -
BAG1 (RAP46/HAP46). BAG2. BAG3 (CAIR-1/Bis/
MFM6). BAG4 (SODD). BAG5 Al BAG6 (BAT3/
Scythe). BAG3 7£— L& g3 A1 1E H A0 g\ Dy 2
A AT A Y, R AR T KA
MApZzh. EWR. PR LA S A R
X TSGR .

1 BAGIHEMYFIMESHEEERER

BAG3 ] NCBI Z 7% J¥ 41| 5 Jy NM_004281.3,
4K 1727 bp (304~2034), 4 ID 4y NP_004272.2,

4K 575 ANEIERE, T EA4 BAG. WW I PXXP
geiyid, USRS Z R B s AR AR E
MIEAERM . BAG Fik i HAt L R AL WW 4544
% (E 1).
1.1 BAGHWMENHEEIERER

Hsp70/Hsc70 F£ £ 45 ) BAG 5k (1 454 2 C
RIGAEAER ST K] BAG &5 #38, (425~497), 3£ 73 4
HIE, I 3 A TATHOM o- WReSE K. BAG3 @it
ZLERIR AT LS HspB8 1) ATPase 45 figst & @,
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Bl NEBAGHEMAEREE

fEfiL 5 GRP78 [f) ATPase £ #3845 4, /% GRP78
5 BAG3 [AHEAE Y,
1.2 WWHEIE REEEREB

BAG3 £ [1/& BAG ZJEME— &1 WW Z5 35
MR L, ZEE AL T N oK (22~52), @8 31 4
I Y. BT Penton FEJE R (25— MK E
N BAG3 ] WW 45 fsk AR 2 1 e g ks 4y
Fridzn, WW g3t 1% 5 B W 2 30 =K.
PEARAH BIIE$R % H W (chaperone-assisted selective auto-
phagy, CASA) KA1, 4T f1:45 Hsc70. HspB8
i BAG3 U CASA E4&4), 1M E W AATE S EX
hT WW £ #3k/r 5 11 BAG3 5 R il j5 & [ -2
(SYN-PO2) A ELAEH, it WA s & &
A PDZ S5 R el i) S A% H R AC 4 [K] 1 2 (PDZGEF2)
W3k BAG3 f#HH EAEH & H, PDZGEF2 [f] C K
uiig [f) PPDY A5 44 7E £ #h FL A& N 25 & BAG3 ] WW
SERIIE, WW 25RO S8 Ak 1) BAG3 2K 23441
H B FE 335 E ). BAG3 i 6 ik S HUR 5 BE4N
Mg Pz J AL E AT R, X T E BAG3 1)
N ¥ i) WW £ #4385 L J2 BAG3 5 Hsp70 fI4E & Vs
1.3 PXXP&MIE REEEAER

BAG3 it & H & & i (PXXP) 45k, 1%
&5 Fiy 45, B 2k 5% A8 F1 BAG3(E345A/D347A) 5 BAG3
(E516A/D518A) ZRAZ 43 7y % A 5= B flU B % (stauro-
sporine, STS) % 5 ) BAG3 Z 2k ¥, PXXP 45 ¥ I5
AT BAG3 XTANRAT . MRELI . B S AERM

N

s v = G |
-
- —e-

-
€ ©ee

[

Fobk AT P AR - B S B B AT 45 R
KO, T prlsisnt Herfs 45/ f BAG3 1) PXXP &5
PR EAE A, XA EAE A T T HUE A B ke
iR R B 1, PXXP %t T BAG3 /S HOE R
= I AR (1 HOIE R A e AN AT A g MY

2 BAG3HX{ESIREE

a7 IR ERKET. ETIRSE S
PRSP 0E BAGS, %A T kB 75 S0 (nuclear
factor-kB-inducing kinase, NIK). Egr-1. 4Hf &M+
Wl (extracellular regulated kinasel/2, ERK1/2). 1%
K-¥- «xB (NF-kB). #4k 7K1 (HSF)1. HIV Tat &
H % 5 BAG3 B BUE A K. & H B C8 (protein
kinase C &, PKC3) /15 BAG3 T2tk
2.1 BHEBAG3HI{E S KB

ST8O/ I £ M K X E il 2 (3 o Pt &2 4, Uik
i o NIK /1 5 NF-«B 3% 16 f1 BAG3 1115 S ",
FH AT 4 A0 i A2 K DR 1 -2 (FGF-2) 15 3 A #h4 Bf
Y1 H 9% 41 i % SK-N-MC BAG3 % ik, 45 B £
FGF-2 fE#:3 /K Fi% S BAG3, 1%t 7% ERK1/2
W25, BAKET Egr-1 X bag3 J& 51 1S '
MEYUHGER c-Jun 7E#:53%7K°F 7 BAG3", NF-«xB
W AIE B 2 BT S B R A A R BER ER, 43°C
PURTEAL B J5 37°C B MK E 1557, 1@ it NF-kB %
il BAG3. HspB8 )3 iA I 47 BAG3-HspB8 H &
VI 7K1, AT firh 2 S R BT B B SR A 1 B 11 o )
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PEPEISERR . [Fltk, NF-«B /51 BAG3-HspB8 454
KT B 0 5 B0k R 2 00 TR ARUAR n] 8 B 4% 1 2R
JR ISR, FEEATRER BT 41 T Ign Az 1
bag3 J& 81 = e 2 10 FAK 5T OB TG A (HSEs)
PR R CE AR SMAIAR N 5 HSF1 AR AR, 84
FE NS T (s)RNA FE{IC HSF1 8 F K132
BAG3 # /KK, KB HSFI 1E bag3 F:HRIA
e EEAEH U, HIV-1 Tat & (il #4555 BAG3 &
FACFE SRR A Y, s, BAG3 J& PKCS
RBEIBEFR 2 —, BAG3 7E4K N LA PKCS 1K #i1) T
INAE Ser187 1L ;T B ER 1L, L R AL R 25 52 i FOIR
fidiE FRO gHf 4 17
2.2 BAG3HGEMI{E S RIBE

BAG3 2> 52 Wi A 2 4 2% Bk g 5 75 1 (HIV-1)
RGO S FESE DL R A A K B R AR B
F =815 58 Bk . BAG3 & H /KF B9 R I 7T LAE
HIV-1 8 5% 1) N AR /N R 5 48 i ¥ caspase-3 i
TR, Sk AR AN R AR B S AT e 4 R B OR,
BAG3 Il NF-xB ] p65 I3 5 HIV-1 KA EE
(LTR) ff) kB BEAM BAER M. B 5% S0 L4
BAG3 it 3% 1A 0% NF- kB F [ W 2, £ T L
Al t- NER BAG3, FFHEEE Bl-'F FIRFEGEZ
PR L AL Ca®" JEE X5 5 M AR BV FH ok 18 15 L
P RIS 4 RN S AR E T 3R et 1A, T AR /N B D =
JULAH I (IS 4 AN A Ca P 21 AP A Ko,
IKKy % [ /& BAG3 ¥ 15 3 I # 4%, BAG3 (48
T Hsp70 fl IKKy 2 [8] (A0 BLAE A, 340 T IKKy
()R] 1 (availability) I OR3P E AT 50 T 25 A B4
WA B AR P, BAG3 HIRIIGIA T ZEB %4 5% 34
575 S BRI R 0 A L R 18] R 4% 4k (epithelial-
mesenchymal transition, EMT) **, BAG3 i@ i iff #%
NF-«xB 351k, BEJ5 %5 MMP-9 mRNA, i 35 ik 1]
RS TPA 51 2 [ 1 28 15 J55 738 41 110 43 2% g 7 B9
Hsp70-BAG3 & & W42 ) 1 9 41 Ja A5 5 8 15 741,
I8 3 5 % S I F NF-xB. FoxMI1. Hiflo. %%
WA E F HuR. 408 B BRI R 7 p21 5 EEA
(35 Ve R AEAE R ). BAG3 it i 75 ERK B2k
S 7 i) L A . BAG3 E LR P 52 40 i v ik,
%t F ERK 5 H Rl DUSP6 2 [a] ()4 HAE /&
W, Rk, BAG3 il 52 DUSP6 5 ERK 145
B0 FFFELH) ERK BERRIE, S8 G, #+ p21 F1
p15 FIZKCT T v DA 40 B 45 Y. BAG3 @it
JNK Al NF-xB &k #i 1415 5 = 5 LPS 5 5 1 5 4% 4
J8 - 41 A0 3 B AR B4R 7. BAG3 it i p27

Tk Gy/G, #4157 1755 HL-60 240 f A= KA, Xy
BE 2 L I S TR A

3 BAG3HEYIZFINREE

Bel-2 #H 2% H R 3 K] 3(BAG3) A& — FhA7iiE &
H, fE4zlnmE. BB, & AR E.
Y BT JBE G RN S G P R P B L(HIV-1 ) B e 55
BN O, RIEGRER BT
3.1 BAG35HIV-18:

78 HIV-1 G5 57 20 B A T bk 40 g i BAG3
Fik T+, BAG3 Ui BA I B FEAIK Tat 5 3 ) LC3-1I
ACEIIE N sub-Gy/G, FAZHA TS, X5 BAG3 171
F L /TP ) 40E — 8, $28 BAG3 B
4 1E R ER Y. BAG3 8 1T HIV-1 J& 21
N B R AR /N B 53 41 B A fF) caspase-3 & AL, R
BAG3 7595 55 /B G 1A (8] 1@ 1L 5200 caspase-3 & 3% P4
T SR U, HIV-1 Bge5] 2 BAG3 %ik
Ban, ] LA /N B 40 B e HIV-1 LTR %% 3¢,
A HIV-1 JERFEIR M T Hmige . Lk
$7x, BAG3 1E HIV-1 & 4eid #2 oh n] g B A R4 15
FEHIVER . tbAh, BAG3 7541 @ B GeHH tha] g fR 4
fi 7, LPS j# i INK Al NF-xB & #1415 5 % 5 5
S5 - MAANMETAE EAER, X329 BAG3
A BELETE JEXF LPS il SR R AE AR BT
3.2 BAG3SH 3kELLALR

5K A0 IR (DCM) ARG RO Ty 30, i
I BAG3 %K R 452 DCM KA. &5 i
FRI, BAG3 FIAKP1E AR R P 3 v O UL
K, IX$O8 BAG3 A8 (EFEHVARRA) H5XK
WO IR 56 B — TR RIS K N /s
FEAME RN, BAG3 LU RAESFHEIEHZE, Ik
IR IRAERI/IN (#5758 AR 38 07k 37 L 48
%, P=0.037), $#&~ BAG3 [TE R4 5k g
sRALO VR AT 26 P IR ST BRI R W], BAG3 %
s # SR AE DCM A1 Bl I i 3l /) 278 mT
REEH R g1 A, AN AR A 9 5k 2O U B 22 R
(1) BAG3 FERAZ 5, 434 4 Rl 78 545 A3 4 Y -
FAFARNE, Bon BAH LHE W R4 (OR=8.33,
P=0.0058) ()57 B AT & IGIRHE TR,
BAG3 RAHE 77 & 2 ME K AE DCM FEA4F: Bl .7 50 /)
SR Al g e 5]k B I R AE YA B AR b
BN, FTH ZRCMANME S B 1) bag3 FERIHAFLE R
10 /> % 5 |2 Bt 2% (Ch10 : del 121436332 12143641 :
del.1266 1275 [NM 004281]), % ik 2k Fion % i 17
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FEAE IR SR C A 135 MM Bk, B [FHAD
A —FEAEEA 2 K s A S i Pk, #2878 BAG3 &
F K BR AR AT RE 5 7 9K 280 LG A 0 1k A0 A 5% i
PEAHSE B 35K AL AL R 9% BAG3 878 (p.Arg218Tip
1 p.Leud62Pro) 540 Z- 77 2%, 15O LM Rt
TR B2 2 000 22 44 53 (1 A 3 IR 20 S BEAF 7T
B T A T O LR 5 P 4 g 3 S AH DG R R A
B PR B (rs10927875 Fll 1s2234962) : 1510927875 5E fif
FGeEAR 1p36.13 E—AN X,  HIR R 1)) LA =
FALE AT RE S DCM A X1 HspB7 5 1s2234962 i [A]
JE P J et 4k 10926 () BAG3 3 41 3 1 3 [H] SC
SNP (c.T757C, p.C151R). #MiE TR BAG3 R
AR SR AL WU R R Y R AR R AR
N (1 4 ik DR 2L 9 5 7 H BAG3 T I B AR 1A
Pk RO WU IR IR, 75 BE T f AR G By bag3,
HHLT DCM Mt f3 3538 B b Sk ARt O
713E 3 (ADHF) 84 3% BAG3 WK JE, 45 % BoR7E
FEZERF, AL BAG3 fEAETIH (N = 11) fiREm T
53 (N =28; 1 489 ng/mL vs. 50 ng/mL; P = 0.04),
GEEAMRME T4 R, PR BLUR BB 1 BAG3
7t ADHF B shnf &b, JF B geiensir
g B,
3.3 BAG35HME

FEARAH B IL B4 F I (CASA) A& —Fiofl S 2 f)
EFEVE A MRS . -5 Hsc70. HspB8 Al il
BAG3 41 i, CASA E &5 ™, HXAE &M H,
BAG3 1757 H W3, HspBS8 4 5t IR 4% = 3 S 1
EEm U, B Y. gE MR A 2 R
RIS BAG3 A S A, ZEHEAESEA
BEARZIMOC, TEARITE SR B AR A2 10
e SRR BORA N, BAG3 Xf7E £, 0L, B
BEHL. #2200 R A R 25 B (R E R

R RSN 5|2 1) E bEE0E A MAPKS8/9/10
(PR Dy INK1/2/3) )0 3 BT BAG3 | 1 i,
BAG3 /3 19E 2 # [ W41 HepG2 41 fu Xt & 1 il
PRAMEFR I R S BT TR R BRI, 20 g
NEWE, DA RS SiE B A (R ARk R E
), BAG3 '3z RALHIHLEE Ok s 2 H 4
$ [ Wk B O ARSI ARG I AR A, AR
M A S, BAG3 iR B S BT E W AR T 3
() ZRWE AR, $oRTEE AR50
)5, B BAG3/BAGI tefil, ] UL BAG 45
SR (BN PR T L) RN ) i (BIPASS)™.

BAG3 if % i % NF-xB Al [ W%, NF-xB I

#1571 PDTC W40 1 BAG3 i 14515 S0 @ W is
1k, B BEFNHIF 3-MA #65 BHAS BAG3 X 4 175 5
VLA IR T A RIVE A, 2o BAGS [ fEER
IRIE A S [ SRR A SO T B
PBUBTK S stia sl oI . PR ORI A R A 5 2R 48
()R B R Py~ 22 DG B B (1) A BRI R, BAG3
S filamin % 5% DL4ERE LS B EAEALIR 7K 0 )
B AR WA K RN E AR TE BRI
W SRLFE P R RS %, CASA ML (R 412 Fa
ST EA MR, WBEH . TR A5 OO,
BAG3 X AU R AR o 1) B 5 o 45 ) R B
ERZIRERTE SR —E 5, v LA IR £ 1)
YHMOE R, JRE i R B Wk 4 2L o s A
Wi, %k #2385 & BAG3. HSPBS Hll p62/SQSTMI,
FFErf S50 5] 5 = U ML Bh B B G 22 34
gy B,

BAG3 1Bk T2 Tat i75 5119 LC3-11 /K-F B 2 f&
RIFHEHGIN sub-Gy/G, P T-4HH A I, Tat 25 H RS
T TR T N A2 R 5 4 i R ) BAG3 KSR I E
Wi . BAG3 i B ik 8 i 50 8 R A E
BEfR, RRFEART T HURERE K, 0 i 240 A
(1) JC 2 599 B ik e, IX R UATE BAG3 i Rk m
B T HUEKCF B s S8R A P Tau &%
BAEMZ 0 R IR MO EE B, TETE IR 7R K
B (AD) IR ELR G, B AR B R it
2, BAG3 Rk FEACHZ o NI YE tau VSRR, 340
BAG3 /K1 1T Fid it vl 845 B T AD 3R ©Y.
3.4 BAG35PhE

BAG3 15 J LM PE g rhd Rk, o LUK
ToHEPUIIRE, SMEREK. B2, BB, MK
TG A%, 15 BAG3 fEMIR B VA o BN R
JTRERR Pz Wiks EFITUG AR E .

3.4.1 BAG3H[BERIATT HbR

BAG3 1] i [ 34 10 155 bt 2 40 i %F BH3 #2404
ABT-737 J& 97 IR BURNE . M50 F TRUE B, K H b
(bulk autophagy) J A~ 7E Ji% Jbt 5 41 ffa < BH3 #5480 4)
MR MR FEEER, W2 BAG3 RIEMEH, $#n
BAG3 & 13 [/ 75 5 i ot g 40 B 000 12 R 4L 97 1 R
EEHbR W BRI, ¥ BAG3 HIThEE S
22 BLIR 75 IR B R FLBh W AR (mTOR) K i g I UL
g 3 Wl (PIBK) 155 M4 TG S AR M B I 42,
FHMER 22 5244 o (estrogen receptor ERa) /53 HAVK
6 1 E 2% S N TG (ERE)e  F 7 B8 44 L Ji 8 il 3k
R RGO PUA L, R T 1XF BAG3
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VEPRINNEAR S DR Y e 1 Iy WA E L
BT AR EE S ANE T ERa PH A 2L RS
SRS T 0 AR BRI e 2 R R R T
IR Z2 MR T2 9%, BAG3 1 Hsp70 2 57 85 A
TR R PR E AR R - EAMA RS/ AV
75 T bk 8 R e A E A, TREA B TR S
ka7 “, BAG3 Bk S8 B- EHE N
M R4E, XSG ZEB] M#ESH0E, £ W BAG3
YER ZEB1 R Al FIR B 40 B EG A2 (R 15 770,
TR FE T HOR B 40 B A2 22 AL RS SR At T T FE 1)
L T

3.4.2 BAG3A R TG br &Y

AR B ML BT RN, BAG3 i RIAEHE
REGH 8 ) SRS TE An B, $ORTIE A R. 18
BAG3 ffik )5, Daoy 2 il 3¢ I HH 386 58 AN #k 22 BK P B
REJII N B HILHLHIAT FE 2R 8H, I 1A 1 40 i A
IR AR s 2 (CDK2) FTZH i A W1 A E £
ik, BAG3 it SRiAA Bh T4 i A M G, 2 S
B . BAG3 i3 mT e 1 19 HiE B 40 IR 0473
TR AR ZRYET,  JF ] R R BE BF 40 M g fE VR
J7HERR B,

BAG3 [IRIE T 5 JUM R E, G4 SR o 41
JLJR (T JE AR ARG, N BAG3 [k imid i 1y
STAT3/SKP2/p27 &t Fm A%, T i BAG3
A LA Ay B o) ke 34 o f s 40 sk B s A4k
2F G T 40 g g8 (hepatocellular carcinoma, HCC) 45
RRBL, BAG3 Fl HIF-1a 4o 5 8 TNM 43 i i
ZE M5 (P=0.004, P=0.012), = BAG3/HIF-1a 7/KF
5 A W R A OG, $78 BAG3 fil HIF-1a
FeRIE GRS E B,

BAG3 %155 TNM 73 . GRP94 %Kik & 1EAH
K (P<0.05, S5EFFH. 5, 4dhEmER
IR KN NAZER P, Wk B Bl k12 2% L R 4 55 2,
A B TS 25655 B, sei e & PCR Kl & B
e B B 40 i 14 15 IfL97 (chronic lymphocytic leukemia,
CLL) 3% bag3 /KF 835 & T 1E WA B4, R
bag3 Fik 5B INIKILLAE B (PEAFIFRE ) LA
RS TG DR 2 (RS i 4. OB B IgVH
RAPIRAS . 40 M8t 4% 2% 53 #1 LL S CD38 il ZAP 70
IRIE ) Z ORI, $7R A bag3 /K-F 5 I R Hi
5E TG R ek B,

3.43 BAG35MRIMIR B

BAG3 {2y EMT 1 ZEBI1 1A Al H AR i Jes 48

MU RE R, AT RE R T AN (B ) ¥R T HUIR IR

S 41 M A 2% AN G RS [ 5 7E 0 . BAG3 #1 il
miR-29b {3k, H5m MMP2 [{)3R15, HE T 14 N4
HLICINE 11FE 22 /7. BAG3 m{%)5, miR-29b [k &
FEA% T MMP2 ik DL R A s sh itk fiig 2818, 4R
BAG3 i i #1 #1] miR-29b 145 MMP2 (131K, MM
T AR R (0 B R2 T 71 BV BAG3 kil
i/ CD34 Fl VEGF RIAH i EMT i&4%, M
A R HCC A KA #2, BAG3 FE[H ] gE &R
J7 HCC e 5 BV, 383t NF-«B A~ 51 MMP-9 3%
W, BAG3 NI T TPA 55 1B 57 75 4 o 4= 2%
fE 71 ®, BAG3 7E Serl187 i £ ¥ B % 1k 1 PKCS
T, HS R - R 5 FR IR FRO 48
M2 28 0 U7 O i I PR 43 3 BAG3 FH 4
RAZHE TR B, BAG3 755595 1 51 S5
it 5 MMP2 A HAEH, @ik BAG3 [ & ik Af
MMP2 FiE NI AR s sh i FiR 281, 3
BAG3 5 MMP2 £ & IE 5 41 iR 12 il 72 &, 78
BT FI i oh, 40P 9 BAG3 FiA 7K M s 24k 2|
RS I T A%, I 0L N BAG3 ik ok,
F B BAG3 20 )it P9 7 A7 o528 A2 e 5 o w41
RIRE SRR, 2 TR0 AT %) R 4= 28 RAT M 1)
B ey T Ta i
3.4.4 BAG3RIE 258t

Jlii 44 (diamminedichloroplatinum, DDP) |~ 72 F
F AT V)RR B TC 5% #% e BB (0 —2RiR YT, (BAE
IR E R (EC) S IEIR YT &% K 4= DDP Hiftk.
BAG3 /52 ) miRNA let-7g Al let-7i i i # 7)) 25 4
FEIaFE 1 ABCCLO0, 1) 3 i o 406 o\ 20 /8598 41 g
(TS, EP] miR-let-7g/i #5) ABCC10 375 EC
i & b (¥ DDP Hitk B, @il fa e Hsp70 B4
H[1) Bel-2, BAG3 1 7] DLk #% T2 45 bt 2h e,
BAG3 114 b A5 165 It 4 ik BH3 #5400 4 ABT-737
WY IR B R Y. 13RI BAG3 1E /N1 i
J& (small cell lung cancer, SCLC) & ¥ $it I 1= 1E i,
SEALITIR 25 P PR 4 BAG3 £ 5E Mcl-1 A,
i 33 96 41 i 1 A7 3 A0 Xt ABT-737 (i B, e i
SRR (PDAC) F74I4A I & 1, BAG3 Kikw]
AR L 40 R T, A 4 i 0 T P i (gemcitabine)
PEA P, 5 PR A A K AR L ELE BT, S0HZz H
3% (electromagnetic field, ELF) i/5 5 BAG3 W] fig
BT 5B 2R A A7 A e T ok B CLL B i)
bag3 FiXWE & T IEHE XA, 1 CML BH K&
bag3 /K] e S5 2545 5%, (R 5 RIZ Tl 5 Ho ok ™
BAG3 £ R~15 8 A A BT HPVIS % & E6 J# &
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O, HRIAKF 510 HPVIS 15 3 1) 25
Y 1 BOTT R 245 VA AT g A Ok BT A A B,
BAG3 5 FE ZFEE A (major vault protein, MVP) X}
THRETAREEE, —HEREEY, FAREK
AT 24 O LR 40 M R DA ZE P 40 IR TR
PRI, MERGER AR o T ) BAG3 Tifig
AR SRS F I, Dt 28 BRAH AR AR LR e 20 P $2 4t
ik,

4 L5

BAG3 W)= Di6e) iz, S5HE&HA BAG. WW
K PXXP ZE #I85 DI 9% . BAG &5 #4355 ATPase
SERIIAE AR R LB E I s i Bt 1B R
BAG Fjk i — & WW 25 K38 1) & 51, BAG3
AEfL i 3 A k. PXXP 2538/ 5 BAG3 X4 i 6
Bt AR (S5 AT AR . & BAG3
()4 S P 40 1) 70 T 8 A R A 23R T SR e i 24
W s F R R S I AT REXS LAl . AR IRAT
PRI B B IE 254 o

(& £ X #
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