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MR A AW, (R A A, AMEI PSR 7
FOANE ) o WEEZH B, PN FR 7 FfAS [F]
1) B WAl . Jorh 3 Fh g WAL i, H
AR R OIEIAL A, pL W H AT 1 e R A WA
(caspase-like, C-L)¥iF 1k, i [n] 75 MR 1k 5k 2k Jm R
filf S, p2 Wb H A7 B R (1 AF (trypsin-like,
T-L)WE e, {8 Im) T AR B P AR A S AR ). g5 E
B AT BE & B K (chymotrypsin-like, CT-L)i% i,
15 1) TR UK VAR AR 5 R ™. A, s R
ZAEY)IE RERIL Jy A = RE L Lmp2(BLi).
Lmp7(B2i) f1 MECL-1(B5i), X = Fl 3V 3 4B 2 1 41
MU 75 S RIE ), WARR A S e BV I, I =
G B R B W& RV & 1, Lmp2. Lmp7
HIMECL-1 1] 43 51848 B1. B2 A1 B5 41 %% ) 20S
%R P AT ) B S B I A, S 2 1 AR
FEPURSR S JORE 5 W 45 7 T A 458 T A 2,
B2iv B5i XN B2+ B5 LR+ AH [F] 1) 7K ff s
PE, B gLi RATBER FIREREIS I, PRI S 2 1 g
A B3 48 o JBE E BRI H AR T 2 R & Bl R I
PR g5t S st A I ) R AT 1 AR, (HE
HAFE T lgeh, Jf Bt E At s &%
OB HT A TR PE PR ARRY. XS B AT KRS TR B
MV HEZH 2 R e B R IR JS T A X LK i
PR IR %S, AR LS S
TR BN A, A P AS 206 I A TR 1)
AU A, A% OO K AT E N 1145
fRY, A% Lo RORE AL T30 B IR A IR N 1 38 2 5% AT
YA YR R A O ORI A BB A% O
B, AT EFTITESEL A I i N AT = ey
FRASTE] PRI 9 8 1 BEVEOE 20S A2 LRk, H 1 il
EEEYIN MK 1 iR,

19S i UKL e 1 i A e T 2 AR I T B
19S T Bk X FR A PAT0, {7 T 20S # L E AW
() — el A, el 19 ANV 2 il 5 - RIS IS
5y e, I 4B Y B W] gy O ATPase 35 E 5 Rpt
(regulatory particle triple-A protein, Rptl~6) fil 9
ATPase 25 V. 3 Rpn(regulatory particle non-ATPase
protein, Rpnl~13) B K. FLJEKAT LY 20S #% .0
RORE B o PR E RS, i 10 AN B G A
B, 43k Rptl~6 A Rpnl. Rpn2. Rpnl0.
Rpn13. I, Rptl~6 & AAA+ & 1 K ik
(ATPases associated wiith various cellular activities
superfamily) i 57, % Rptl/Rpt2/Rpt6/Rpt3/Rpt4/Rpt5
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Fig. 1 Structure of the proteasome complexes
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PIAS 19S 8 5 MUK 7E 208 A% /Lo BIURL IR 13 3 45 45 211 J3 26S 2K 1 B 44
ZEW). 198 I TURE 155 7 (P () AR R (B () U 20 . 20
R BURL L 4 ANHERRIEFR AL, BT apBa IIIBUFEHESY,  AMIE)
PIANIRE 7 S o SRR AR, ARSI AN IR il 7 SRR B
WA B, Horh AT 3 ANMEEES) ) AT DR A B VE MR (BL) . TR
BB RE T (3 2) F1BE 2 1 B VR T (B5).

(I HEFUTE e — AN /S BEARIABL gk |, 1X 6 4>
Rpt WL 4R 45 aromatic-hydrophobic-Gly 31, {E3%E
1T 24 R I A1 AT JEA ) o BRE, Bl 2 SEIT C i
'] OB (oligonucleotide- and oligosaccharide-binding)
HTAAAL GRS, KPS G5 K 53573 )T AR S
FEe AAAE R0 AT 7K iR ATP DL &5 & 3%
ORORLR TTAE,  ATP BTG R 1) X S8 A7 Tk AAAIER
F/N AAA+38 2 0] 5 OB &5 4 35 B B 11 B 58
AAA+Z5 RIS ) 53— TS, fJm N g 1) o B3
JiE S5 A AR TK) ATP iV 5 7 Jlc s ith R T, A iy fat 75
WG AR F) AR T o BRBE LR BB Il 3 AN AR
Rpt2. Rpt3 Fl Rpt5 [ C i & I3 A 4% L kL %
AT R 2% Ji o DAAT 0 N B i i i g N B, 3K 3
AL C uig#l & A HoYX 367, HAMEZ&H 3
AT K P SRR e . I 2 R I m AR
(1) C sk IE0A, T[98 38 55 ) e AL 4d A
1 HOYX B Pl o SR B RIR B AL, FE o
WHE N I Al O AR A, IWNIAT IR . [,
FAE 40 B AN [R] R 3R 55 Rptl~ 6 nl R AR EHE. 75
IRV OLT , AAA+ SR IRTERAES, IR
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(1) Bz v A AT R S 2 TR) 25 A KR BE I S, 1HL
Z AW A Rpté Mk, MR 3R SC PN, AR gh 5
ATPYS [PPRAETT, A IBHEAFE T, [Fn
Rpt5 HU AL Rpt6 K3 A S &4 — ik, VAPHIE Y
ATP 45510, [RRMLE GG, X 6 MR —
A HTHEATHES, R SN R A BEARE, AT AT
aromatic-hydrophobic-Gly ¥ % #2 Jig & HE %1 ©.
Rpn10 A1 Rpn13 1F 4% % (M2 K EAEM . &+
B 9 A AF ATPase 28 W K& M4 e, 73 sl 4 Rpn3.
Rpn5~9. Rpnll. Rpnl2 #1 Rpnl5. Rpn3. Rpn5.
Rpn6. Rpn7. Rpn9 Al Rpnl12 & 45 PCI 45 #4517,
Rpn8 1 Rpn1l MJ<% 4 Mpn(Mprl-Pad1-N-terminal)
gl ke, Hodh Rpnll HAT 2292 2 A B A7
M, AR ATPase 28 WS4 B3, Rpn8 {4
Rpnll (4B AR ¥E4/E . Rpn8 A Rpnll 44 Bk
1 =00 & A W) & — Pl %32 2 {6 (deubiqutinase,
DUB), ‘& M7 #1132 24k 1 8 11 B4 i 4 B
ﬁg[ﬂ]'

BT 19S VRMRRURL, 40 B Py 1) FCAth B A4
JIER 1A BIm10/PA200 il PA28 4. 19S i 17 il
WL 1) D e AL TRz 22 A B R K i ATP R 82 1
&, MNHLE Qs R0 pkh. 5 19S i
AR AN, BIm10/PA200 A1 PA28 1145 FH A4k 4t
TK AR ATP FUR Az 25 40 B il 2 0. BIm10/
PA200 7t 20S #% Lo UKL RS ) dz S5 B B 45 & 1) 20S
0 b, BIm10 45 G4 BT 20S A% 0 BUKE 1) 1k
. BIM10 [ = 20 45 A6 vh A7 — AN e R I M 26 7 45
¥y, 4 EE N HEAT FHIR &, XA B 7
HIAT B TR 208 1) o 62 H . 5 19S ) 3
A Rpt WAEE4LL, BIm10 /) C % & HbYX JLfF,
BIm10 C i fi7 A= ok (- R 4k £ ik it 96 46 A\ 20Sa
RS RZ O SRS, Blm10 i A 20S A [ 45 4
BRI AR AR, IR AR AN Z &
M4SN Glyl9 JE &8, X T30 Prol7 K AAL
B, BEJEIETS o WIE N S f0M S R AR, XLt
A IR 2 — AR B T 1 T PRSP 2
BIM10 C i R8I 505H A2 R R I 20 1R e T4 2 R X
S5, 20S 2 LB ANBERE BIm10 w4k, 1M BEF A=
A BIm10 th AN fig i vy 20S (548 R (14 T IF I
R, XA BIm10 H4 C ¥ )7 514
A 20S HHHTIF N A0 208 RO fiRi. - T
KW, BIm10 nlfigdEgeRE bR N A, Jetafhia
SEPE. DNA DL R R 1 518 5255 7 T R #4556 1k

FHE2, PA28 & i b —Fh 20S A% BORL FFIEGE
FENG FL B A i b e A = AN [H] ) WE L ED PA28a
PA28B. PA28yRY. JX =iy AU ] DL By b H AT
AFERL B RAER & . R
PA28a 1 PA28B JE i) 5 Ui LSRR R, W 455 1k
(WY 6 A Rt TP S RS L I S RPN RS B 7
vy B4, R EATATRETE MHC T K S8t
JEUHE R R AR ALE IR . SR Rl PA28 15—
FIEZY PA28y JE R IRIE L2 A, A T4 dkz
PA28y fig (i E R & AT ATP FliZ 246 /N )i
ST 4 p21 A SRC-3 [FEARE. 5 19S 1 BIm10
ANF, PA28 B A4 HbYX L7, PA28 J&F)
MBS WAL 20S () o WEEAHE, F¥% C il
(1) 7 AL R A4 ANAZ O UKL AT 4T T A% 0
Wk N 129, VCP(valosin-containing protein) A] fiE f&
0 M P9 19 55 A — Bl i AR ORI, VCP 25
90 R A 220 S (MR G DL R P TR A
XK P& f (ERAD). 3 ] (W 58 26 W VCP W] REAE 72
- EAMAREW RS EEAEMH, s
208 T /CaMIURE A LE H 40 I A 2 11 iR e e 2,

2 ERABERRITIEE

AR 4 A B 11 1R D) Rl o v 3 - R IR AA
% 4 (ubiquitin-proteasome system, UPS) > s .
UPS 172 # (ubiquitin, Ub). 32 2% 1L /# (ubiquitin
activating enzyme, E1). 7z % 45 & Wi (ubiquitin
conjugating enzyme, E2). 2 % & % fi§ (ubiquitin
protein ligase, E3). fHEHMEAMIE. 2 %A 76 4
QILMRIRIL, 7T =L 8.5 ku®, J& T K e i
1 7TO(HSP70) % k. 224> T HIMIRER /A C i I
HR BRI 7 A6, 11, 27, 29, 33, 48 i1 63
Pr )M 2 R AR AL . T A R SR Ak 1K) i 2k At
LU RSB A PR R AL b, T TE A 2
AR B i RS S, T2 SR A Nl
T AL AU R R IE AT — A7 pi 5 H Az % C
i R H R B AT ). I IR GE R T, ANl ot
RN RT3 202 35 ] Bt ok JLRE 5 R R By
PR SR ORI 256 07T AN R AFIE S, R A%
AN ThRE. Bilhn,  ESRECH WIRVZ FREEE A
ST 48 (AR, AN AAAE 11 {7 M B L
ZEEE, M H 11 A R R 2 = KA
22 oy R 5 IR G I, o 11 AL a PR A 0
Fz 2= e S 5 AR 425, Castareda 55
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IR T 11 IR AT r N2 34 K11-Ub2
(R &G5e), AATT 25 SR W] 10 A7 B Ao AU B2 11
2RSS 48 170X 63 7 M & IR A U B
REWEAV B R, S EARE G WA R
R

JERAD R 2 R AR 2 — A = R
RN, 2 IR EL SEK AR ATP 30K 1 AN
BT, WS, RS EL W
DR PR IR R FIEIZ %, JFEREE S =AMz
BT IRIG: SOOE Iz R )
REGN E2 I Pead ikt 1B, B e, E2 fl—
SR W RGN E3 SRR, ¥
Tz R R R Lz R s b R
b RHBFEGERE B AT AR (L2 R
TE20) Ja A Re s t 1 B A U0 O B, ik Ak, A
AN R A AZ LA & LIS B 1 A,
DTS A AR S A X B (unstructured
region) B[l 2547 2 (1) DX A" REATT A 11 g 4 £ 0 X 8l
RN, UIRMER: Bz FE S, RS T RA
W&, AN ERCARTED 45 G DA E K 45 1)
I, RIS 25400 R A o 1t xE A i 1 A P
fiffla, VZ FOIEFNG E3 fEiz B AL R B A AR
M, By EReE £ E R, Bk, E3 i3
UPS X — R HAT TR k. M4 E3 il
(A I SR RN, AT LUK L&l 73 6 ANAN [ (1310
2 : E3a. HECT - I %14 11 it (HECT-domain).
APC. SCF & &%) . 18 ¥ & B Jit (RING finger
protein). pVHLE,

26S 1B AR 32 @ ik Rpn10 A1 Rpnl3 X
MWAERZ B2 ARz =KL, IRl
HA 292 F A0S YEA A1) Rpnll ¥ 202 £k Y)
B, BB 20S A% 0 W KR REARFE R T, PR ARIE,
Rpn11 2R3% REFIH A G PR AR I A2, 4 2R 1 g
BRI RS, AR S IR 1) 2 Iz
g, WK ATP 3RTFRES, A7 MUk 5 1 B
BNRZ IR, DRSO SR AR AT LU AR
FEEE TR W R SR R 1, N, AR b
59, HBRERATHEIE ) S5 ekl S A B2
HATHOEAE ) gk 1=, thab, 8 AR A n] DUR
0 41 T Ak PR A R A5 T b I AR At i M A T ol e,

3 BXKERERQBBKIEE
IEHEON, AN EARERS R AL

(1), {HJ&AE 8 (177 K J) (proteotoxic stress) sl # £
IR TE VRS2 SRR LR, T PR 22 Rl e
ANFFENEN, FEA M U A
(1) SRS IR IR R 20, X — b b 2 g
AR A B DR R e s AT AT 2 R 28 B

PEFRIEERE(S. cerevisiae) ™, ¥ /K M
it AR AR S A BT A L AR A4 I 1
PERIE 75 B K7 Rpnd 45 4 21 B 11 1A 5% A
;i 8 ¥ I ¥) PACE (proteasome associated control
elements)®, Rpnd & —NA C2H2 BUEEFR 45 H 1)
sk R 7. Rpnd 1R e sy P a4 S it A8 i oK
WATH, EWEOLT, Rpnd 2 —RAFar iR R &
1, PR HI/NT 2 minBe, e ] 38 o 4 AN 4O
TZ RHRAE R B ARG ARREAR . 55 A S
PESZ BIFHI Rpnd R B AE GEIR , - ZE I AT e K
F) 16 min, IX{#3 Rpnd (e 0% T3 s iy 88 n
AR ERIL. 550K E AR AR
e S I 7845 Nrfl(nuclear factor erythroid derived
2-related factors 1)1 Nrf2. HH#F5ER W, HEE
A ) ) o 30 4 RO FL S Wy A M S, R s LT
Nrfl 2 535 8 A4 i R R e s, B 2 1 g
RN IER L, ENBCIRAS T Nrf2 2 5 315 5
AV IR R IR AR R 2. NIrfL R NIrf2 382 A Bk o
RIRTBEL K, JBT CNC(Cap'n'Collar)#45% K 75
B, HR A ) ARE (antioxidant response element)
X WL R BT oA, NrfL R Nrf2 A7 140 i
WA A, &, NefL AT A B IE s Nfr2 )47
Tamh, EFESFEME A TLR AT, 5
Rpnd &L, Nrfl F1 Nrf2 (1) 5 skid vt o2 i ik 471 e
WA B ORI . ARG b, NrfL/2 1 AR A
SKN-1 Z: 535 /K P (R 3 BRI #0. d5e e iRk
RN, (e G I i dL (glp-1[e2141])H, & H
A PR TR P AN T SKN-1, {H 5 FoXO #4581
DAF-16 1755, AE B e Pl B 2 11 i A4 2 B 18
{EF DAF-16 il , 1 EE RS AT
Ab, kil STAT3 B IR 10 A 58 5% W o H 184 1)
WP EERR I A B PR L . iR STAT3 B il
IR A e R LI AR B W BRI R0k & R B,
TR AR PR P 52 8 e,

4 FEABEKRIEIEFZE

KERIIWEIER], A5 HE P BRI R A
PA28. BIM10 7 PY K JL-F T A7 52 171 i 1 (10 31 i #8
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A REREIR AL . AN IR A T A A i 1)
P& A T LSO o mT DA A AR s .
W APKA) . H5 27 85 T 2R OB B
Il a(CaMK T o) T A5 10 B 1% 1 BB 6 9350 2 11 Il
PRIATE TS, il p38 MAPK R 1L 1Y) Rpn2 1
P T HE AR TE L dhAh, ZmEk. R
Witk 2 Ak FOEBE N- L 28 % (O-linked
N-acetylglucosamine, O-GIcNAC)## 5E1k . 25 Bk H
JORA TR 28 A A 111 PR £ 1 0 42 FRD I 5t ] LA A
B b, SRR N- LT 2R R S A RN 42 b
A5 5R (IR KI5 1, Rpt2 (1 A S Bk 50 85 1
WA TR 52 A7, Rpnl0 ¥ 5032 22 4k B % 4% I ) 1)
FRZEER, R o WS 123 I H KA BE 8 0
PRSI 20S A% Ok, Mz, S EEHAREIEE G 1B
o 3 8 R A A 53 11403 1 LA B 40 ) 5 0] o 1 il A
BEATRGRA R 775

5 ZEAMRRYER

JEAZ ANy, R A AR ROREE 5 R AH (7]
R AN NP S Jle b, T HL AV RBORE T AT ) o WP
HMUTTAT 1K) B M BE A AL AH A1, DTt Jir A% 4 i o 3
FRIORE % Lo MIURE DL A H 1 AR 42 i 1) 1 2B 44 ) LA
HRSER. MEME, HAZMME TR 268 M4
PN EE 92, At — MR R H
ARG L R, O TR DR R, A
J T B R oy AR R U B AH O B AE T A
k.

FLAZ 20 M 20S A% 0o R0kE e 280 1 A R 20 2 B AN T
AIME TR 4 B DR 7 DA KRR 1 iR AH G W SRR ) 2 B
WIERTAAR P . AERERELI L, 20S #2000k 1)
HAGERM T o b, ZABRFENM S FEEES
Wz Y, 5ot A AR Y S O G T 12
(proteasome biogenesis-associated 1, Pbal/2)#l1 Pba3/4,
BTN U8 [F YR BE B 2& PACL/2 (proteasome
assembling chaperone 1/2)1 PAC3/4™, Pha3/4 ¥t
I ob TEHIRE AW, BEMHE5E AL o WA
Pbal/2 it fl o WILSS G, Bk o WAETE H — 24K,
PRI, o NHERIFZ S AERE IR I g M AL ek
PESBRER, e TAHMRZ = S I E A FUK R R
[1 1(ub-mediated proteolysis protein 1, Ump1) ]
B g2 WHSHEGEH o L, bR
Pba3/4 M o & EAFES TR, R)5 B3, B4, B5. B6
WA S BL ek b2, TERC—Arh el &5 48K

928 1 A4 (half-proteasome).  B7 I -4 [
Ja, 3 C il BN B BRI B A B2 A
Z AT A B PR 4L % (HD 2 2R A B4 ) — 28 4k),
LG A N B P it N i oy A7 1 AT IS 4 D)
%, Umpl I Pbal/2 th 5, mahir) 20S %04
it A e T B WEE AT 20S A% i
KL AR R EAEH] . AE g2 M B7 1) C Ui
BRIk EY, Wil g2 M7 SHAH B
WHRAHTAEA. A 3CHkkiE, DIk g7 C il
MRV (S A 19 NRAIEIRIEEL), ¥ 5 B e deid
HH ) A (R AR SR LA RIS P iU R e B, B RASORE
B7 HRANAHXS B BRI — &840 B (35 17 15 N2 IL TR
BRAR), BB KL S IR R AR A 1P e (1.
15 208 R LRIRLT, B IRIRALRE L o UM
PR, SRR, 19S YRR R B R RN 55 A2 A
ML A R AR, B fE AT Rpn10 B 4 i
K. {HFN 20S ALl 19S (A et 75 20 1
BRI R, BHRre4 &I, Hsm3. Nas2. Nasé
A1 Rpnl4 X 4 Moy FHEAR S 5 2] 19S #Z0 0kE h
SRR A e, BRI L Bh A b ) TR VE R 1 20
S5b. p27. JE 4l TR 1 /p28 1A 1 M AR O Bk N T
(PAAF1)P2. Hsm3 Lj Rptl-Rpt2-Rpnl & & 7K A1 3%
JE % Hsm3 155k, Nas6 Al Rpnl4 5 Rpt3-Rpt6 & &
& M % % B Rpnl4-Nasé £ He LI & Nas2 5
Rpt4-Rpt5 & i [¥) Nas2 £ BB, Nas2 £ # 56 5
Rpn14-Nas6 it A4t 4, Rpn2 Fl Rpnl3 Fifl J& 4 Ik
N, B i Hsm3 B sl 12 il #8113 2 &
PRE, fERLJE 208 A% O ORI 25 5 ik R, 20S
RO RLAE 53 F- AR 35 B R Il 5% 4 45 5 FE R
A3 W A 2 16 1 FEAR A5 LUR RS, &5 20S
DL K% 19S JE R Al B #2AH B, H HiAT 198 ks
WA W TR IRN. SRR
W], a6 TR BRI T AN IR A RN TE
H: Modulel & &£ Rpn5. Rpn6. Rpn8. Rpn9
Al Rpn1l #y B 5 lid particle 3 (LP30) f1 Rpn3.
Rpn7. Rpnl5 2. Modulel I LP3 # — 2 41 ik
LP2, fJabld Rpnl2 NN, i FE S AA 35S
BB, AT SCHRAROE, BERESE M P HspoO [ e S
| THEAEEM, FHEFEM Hspo0 B A
Hsp90 F1 ATP nJ{i & & 44 i e Fic i3k 2 1 P 1590,
Dk, Hsp90 Ay Je 19S 5 12 2id i v B2 2 1)
Iy AR, {H Hsp90 14 W L 3h A7)t 11 il Ak 41 % o
TR ARSI A B, g 2.
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Fig. 2 Regulation mechanism of proteasome activity
2 EEEAEEIEATIETEE
S BGARIY E 2 SR . BRI AN Y. R B AR B sk R IK I sk [ Rpndy Nrfl/2 71 DAF-16 455 &
Bl (R (R R A M T AT o (G i ey s R AL IR B R R (Ui . SR R REAL B Sk sE R B IR AL N ) 2 A BB AR AR 1, T
BTG T RT DA SR T s R M AT TR, A SR SR IR D R, AR AR IR e s R A N, TR
BEARVEVE AT, B DN 7 IO BRI, SR AR RS WA e RiB . — RN ¥ 25 T EABAMAI3E, 208 &R T7E
Pbal/2. Pba3/4 FI Umpl (1 #pBh N2 2% A% o080k, 19S 45 WAL NIZE Hsm3. Nas2. Nas6 A1l Rpnl4 (155 B~ 20 2% i 1 15 50k

6 FERBERRIINGI R EHUAE N A

IR 2 iy, E R AR 30 ] 23 ok I R JIR
J. MNERIEZE . REEIE . LIFHEEEIR 2SR B- N
BRGNS, XA P ES & A AN S T
PF: KR AR RLS A DA AT s AU (R G R4
THLELAT HE A AR 1 5 2 I e R 1 e 2% R A 90, i
JRZEALFE MG132, MG115 25, 3 345 ) LA
TN, w3 B R TS, R
REATI T = e 2 IR PN 22 B I A 11 Mg MR, (HL Pl T IX
A0 2080 P o v e v 1, D A4, AN
MR E R 2, AMNXRAE YRR E R
75 MRS ok . DFLB %5, HAT LhiE
SEJR S S it (R A 4 PRI B s (e ek, LS
TE PR R 25 O FOARE 125 (P B 3 e, AE AR YA RS
ER. Horp, BRSNS £ i 24
B R (FDAVHEHE FH 19897 52 R 1 2 R 11 1
6 RIS 2 H bR 2L 98 1 B 1 T T ) R0, R AU S A

CIRHERAIR IS I 7 3 11 Wi AR AN w3 3. b
AR AE NS 5 B I T RS IR Zi by, HAT
JEEFENE, HAARMEGV N AR, LR
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Progress in Study of Clarifying The Structure and The Mechanisms That
Regulate The Activity of The Proteasome’

SUN Peng, LIU Miao, FENG Li-Xing, LIU Xuan™
(Shanghai Institute of Materia Medica, Chinese Academy of Sciences, Shanghai 201203, China)

Abstract Proteasome is responsible for degradation of majority of the intracellular proteome and it could
regulate almost all of the fundamental biological processes. Dysfunction of the proteolytic activity of the
proteasome is associated with lots of diseases. Recently, several research groups have made important progress in
clarifying high-resolution structure and regulating mechanisms of the proteasome. In this review, we focus on the
structure of the proteasome and the mechanisms that regulate activity of the proteasome including transcriptional
regulation, post-translational modification and assembly of subunits. These new findings in proteasome study will
shed new light on development of new drugs for treatment of diseases related to dysfunction of the proteasome. An
introduction of available proteasome inhibitors is also included in the present review.
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