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EOF, MNEEAY G ERIEE S EA. £ 25 MRl YmEEE T, 77 MEEET
WM, 27 4 2 BUAEE. 1SkDa#iZE . M e M. #iz e T. A& QK. #i&E S
WEEN RT 2 A M, CHAARRBEEERZED. B -L2HTEF, SRR
MEAEANLRE-THEEY. ZORFTERELH. #REIEEANNTNE@HEZZR
Fio Ca R A . W RSB RCRIE T 7 S AR KR, KXW T EH AR
WEE W ER . R ARG — LRI AR, AR REEF TN AR
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1 55

WML FR RS R IR —, FH®
DL A - DE 20 R (Sec) K B X A7 A8 T & Bl 2 1 v
H BB A Y e ok m s s L. E il AEYE B
FISEEG I 71 CMN AR A b R BT 25 Fhil 5 A,
BRI R A5 AR D RE MR E S LS 5 IR O
FA LA 5T

W i M (endoplasmic reticulum, ER) &M FL 304
A bl o B A s, H IR R s SO
SRR EE , WikiE, SR, R, b
KA F, A7 Ca® HF e Ca B R, PR
W Js 2 A% AR A i T B BT S . B T
IN- I 2 (1) W 5 A AROH 25 1l S 1k UL e 4 o 25 10 o R i)
FEIGPT. LA T N IR 41 FEAR (78 kDa 25 HE
WY FI(GRPT78) £ LA, 1 24 W A ) A 3 k-
A AL IR B N IR AR 57 (ERpST7) AR
TR MR, ZIKE% R # T S Uk
REOLH. REIEMITE N E D SN R E

KR
Sz

2 A i
15-kDa A & &
EA M
WMEET
=S
MEE S
EA N

PR, SR 5 A 5T R A O E R R
(ER-associated protein degradation, ERAD)#L I N P4
ST R s 38 1) 6 s ) 40 L G A e g .

15 25 P ORI (A, 7 ANl AT RN,
4391 2 BB (DI2) . 15-kDa fifi 25 [1(Sep15)~ i
FHEM (SelM). fifEH T (SelT). i K (SelK)-
AR 1S (SelS)FIi & (4 N (SelN) (% 1). Wi M fifi &
HRT LA S 5 HE DI2. Sepl5. SelM #
SelT, EAIRIS AL E (T2, 1X 25 -
B A I D g L R AR A, AR T A A A
THEEMEAGE TN 5 R AFE SelK. SelS Al
SelN, X4 1] Sec FRIEIITE C-oi. BT 2 ZY Bt
Bt A, 6T LAt P 5T A B 1P &5 R R T AR i B
HZ LD IR ey I il 2 R Sec (4R T BE & R
SR A9 P I TG 2 11 45 A RN ) i R 1 A TR K R
e B, XA T RN T AR AR A4 D RE
T, NARAE G BB . — Se BT o o, X sE
JT it 28 A AR i P A T L S BT R
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R TR 5 A RFAE

, Sec AL HE PN . .
L T G H A
il A CE FUR K ) R AR
——(EE\ W A EpopBs__ ——{(E@ppea |}
b2 13327 SATU IDUATER3) U
=S HC OxC oxxCC | Trx #EiE451E; )
Sepls 93 (165) = ]J([BGT EBXETIH, CGU
Eem— | s,
SelM 48 (145) CGGU ER B35 Sr5
SelT 36 (195) —{ocAnEeepEr  Eex  HInERERER)-
Cvsu
e val [ 1
SelK 92 (94) USR] ]
(= \ ( 1 [ ]
Sels 188 (189) SRl 5ﬁﬁﬂﬁéﬁﬁaﬁgﬁﬂﬁﬁﬁﬁ'J U
EE-E=s\H—0 g 0
SelN 458 (590) CUGS N-%’Ei%% N-$BEA, N-¥

BEM
fIm IR fuw

a) A bric i U IR Sec ik

&2 WM A(RTRE B fE

it 2 11 (AT BE 1) Th RE B A= 245 11
DI2 PEAY T WRRAE AT BRI P TS
Sepl5 ARFMNEREN IR, 5 EO & i
SelM A AR SR B (K DI g, Ca> TR Y
SelT Ca® AT, S AL 5P 145
SelK FALIE FCF TR Ca® BT, 25 ERAD MU, 405 KR
SelS PO S R T, 25 BERAD MU, FLAT I SR A S AL OB R T RE ;. JORE S M 1R 15
SelN LRI 54 1] 5 SEPN1 ARSI LI, /2 4 J8 T % M (ryanodine receptor, RyR)IHHIN T, 25 Ca® Fads 1y

. ERAD. Ca® FazSyii. oy ool s 35 &% 4 i
VAT R P R ARV T (R 2). A SCHE 0l A
AR (IG5 R . Thas R JL A 3L 3 B0 FH 1 B P 9
TATRVEA AR, IR AR BT SEEAT T 2

2 EHRAIE R FART B N 5 A & H

TR AL E AR S N T A Rk 2 Y
Wit . A T 15-kDa fili & (3 A 25 19 ML
2.1 2 RIpinEg

DI2 JEMF 5T 15 fdis 28 0 P 5 il 2 1 (AR S 1)
R YE TR [3]). ‘EREM AL 3,5,37,5- DYl FY IR B
FR(T) e A H AW 3,5,3"- =Tl R IR 4
FR(Ts). DI2 AGEWEGE T, 195 LSS, [50EGE

532

EALIE Ty (Ta) SIS N, Ty BEEAT Rt 45 5 2
IR AR N Y& U vl W 1 D= HPS [ E =
2P R B RUB R AR i R 34 57 B U T 5

A DI2 HLfk(31 kDa, 272 A2 5L 12) /& F g i 2 11,
C BRI N-3 A T R, T A
5 IR BRR DX I8 7 40 1 5t (B 1). DI2 1) N-3iig X 3
HATAE 5 TR Py o 90 55 5 B A . A ot o g (0 955
DI1. DI2 fl DI3) G A 3 &H A SxxU #)7,
H R ) 5/ A ), 2R R 7 %) LA TR J5 M. DI2
AL XA P Trx A48T 2 (BaBFIBBatRfT), XA
P18 W o-L- KL T B (IDUA)YRE 7 91 43 B T . XA
IDUA FE 75 2 Ty L5 G rpoc 45 & BT b w5 (1. 7E I
TG 5 b, DI2 [f) cDNA FTER AT I 2 B AT i A
HEN TGA #1457, 3 A TGA %5 T Sec 4N
P&, BRI, 1% Sec VLAILG ) 7 AN C-hi 2 FE IR BEAS



RE R b2 2014 4F BB 443 4

DASTI 1R A N G S £ = A R = 1D g
Sec HIHF 21 A 40,

DI2 75 YR AR T A & R R, X
RPN RATE ZRMORE T, BANEE P OA R
FCE AR S = B0 AL F AR TLEE AT RE DNy . 2 %%
A TR TE, SR 5 R A 0T A Y5 I DR R T Ak
Fipad Jg, R, f T T N S DI2 BE SR A
Wk, A8 LA = A B AR YE YRR Ts L i 40 i
JBE E 1R DAL ™ A2 0 T B 45 5 5 40 i R B =
ARG AL XY AR Ik I SRR K T
AR AR T3 AH G DRI 1A 1 — Bl L.

BFF/NER,  HH DI2 77 A 1 AR AR B 20 FE R A
FWr AR E L, KRR EA LA TN A E
JeHE T, 7 AR, DI2 S TR BRI B3
LU R B AER C R T AL 3 Ty (I ZORIE, A
R EE RGE R ME— 11 S5-I, ¢ T DI2 A
Rty DI2 P19 I HUIR IR (5 9 1812, DI2
R R AL L DA RS DA K DI2 76 Kk B ATRE AR b
(IAE AT 2 ) SCHR[4~8].

22 WEAT

A SelT (22 kDa, 195 NIER)H WS Trx FHE47
BRI Bap M BPo. — > CxxU FANLIL JFE LA 7E Baf
BOF L, XA Trx FEHT B HT B — N K 1) o B2 iE
(87~102 S HIEIRIFH) 3 BT (3R DO, % o e ] g
S SelT L5 Py ¥ 45 4 Bir i i (101,

KH Northern EJVZEHEALE BT AT 4 A5 00 1 1841 B
H 2 BRI 3] SelT mRNA, Hoop, HFHEH M
mRNA KPS, FEUOR N oI B R =2 AL s
586 PCR AT ios, fE/hE A, KRS AL
RITEAR T SelT ) mRNA 7K e K UG IR
PE AT SEI 7, Sel T £F E14 M1 E21 R M B 2 %
KO Sel T J iz s A fE IR IR & & I 1 s A0 s
WIS R W, SelT AEAR R AL RAE T FEAEF
T P 1R e

FIAT, XF SelT g8 A 40, Anouar ift 41"
WAIFFCRIN, SelT 1E 4 28 IR R IR 1 IR P10 g -V
b % IK(PACAP) 5 3 1 Ca® 5l 53 A 28 P 20 WM 1)
Oy WA R IER A VE ] . PACAP 15 S5k Rl g % 41 i
J PC12 4N M or 4k, AT A& IR 20w, fbATT R IR,
PACAP FIIf R IR T (cAMP) 5 5 PC12 4i fifg P
AW AR IE SelT. 76 PC12 4 b ik Rk &4

Sec 1) SelT £ 4 Ca? ik JiZ, it ik Sec RAL
NN Z R 1) SelT f# SelT 3 i g ) Ca®* 111 FH 52 21410
i, KRR SelT nf UM i A& IR ML AT Ca®
Fads. MR, SelT HEKVIERREEHIH] PACAP 531
MIy Ca™ T, BRIRAERKBE R W, IR LR
SelT 8LVl 1L i 1 Ca> Fa &2 55 81 PACAP U 15
Sigtedh. (B, HETX SelT HIEFRMILL LS SelT
KIEMI P N Ca™ il MANTE 2. 25, %
LRI, PACAP %S SelT FiIAMUKRAEAEME . Ny
WHRACH H VR & Mg A R, R SelT Al fEAE
PHZE . Ao IR S 2RI R B RPN o 7 v 4%
Ry ER, JoEPra it i, 54k, Sengupta
2SR, BN RO 4EN M Sel T 3 ARl B i 41
UG B e 0 N B, —Le A AR DR B PR SR A N, R
W] SelT n] it 2 L S AL I J5U 1 47 1 5 A 41 B 25 B

2.3 15-kDa ifiEEAMEE M

A Sepl5 (18 kDa, 165 N2 JER)FI SelM (16 kDa,
145 DNEIEB)A 31% 0750 R, XX R A
TEW LA LA ) R BB BT 7R, Sepl5 F SelM
IR AT BARA ], (HEAA S, Sepls &
AUAUIR SEAL. M HFREATE E b 2 IA 7K SPAR =, 1
SelM 78 K fisi i 1 ik 7K P35 it 2. Sepl5 Hil SelM
1) N-3ig A — AN T A 5 ik, 105 5 Ik 8 ek
N T e e 24, FLAE B AT IR JRE PR CxxU
(SelM)Ek CxU(Sep15)HEF N —4 Sec FRHEGEK 1).
Fi4b, Sepl5 F M N-uiy 5 — AN R E & LA IR
(Cys) 25 38. SelM %15 % Cys & & Xk, Hit5 Sep
15 WIRANF ), o C-uifa — > P M 3 3 45 5 Ik
ZERIIFIT R, Sepl5 Al SelM 547 — > Trx ¥R S 45
Fa, D IZ AT B 1 PT RE A Trx @R P, B
A A SR 1 3 e

2.3.1 Sepl5s

Sepl5 iHILH N-iii Cys @& [X 5 UDP-7 2 B
B IR AT R B BR(UGGTIE L 111 MBS E 4
WU, UGGT i T WM, 158 T2 5 T WR
W B T S I T s . UGGT 1 Th g 32 221k
T B AL RS, © T LU B R T S R R 1 (R
S5 (1(CNX)RIER [ 5 B bk 55 4 ERpS7 4545, AR
1M, HA M — DT uE B, UGGT thnf HE: b CNX
JEY 218 Sepl5 M UGGT 1'% % 45 447K, Sepl5
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FAEN B 0 e A e R AR D) Re T Retk,
VER#bR T e 5 CONX 45 A AT IRIT SRR, N
i 2 2 5 5T & i i AR H.

Sepl5 A AL J5t HE FA 2l i 41 S 1) Sepl5
HATHA ), ZEAEAFALEMED, LSO
TN CxC g5 k. HbgE A Sepl5 (M4 48 IR i
P -225 mV, 15 CEIAL T AR P B A T S
(1) 255 OBV AL T T, X R R AIC R A AL AL i
HL AL AR, A M R 1 ERdjS it A M
I SR B M ) A2 BRSO R R T & R
P s, /N ERA)S 400 JR i 35 Ll E 2]
Sepl5 JL M (4 B h—218 F1-225 mV), Kk, &
H Sec I Sepl5 nJ LRI A A2 P TR o 1) 5 04 5 )
(T - B 3 5 L — B B IR ) S A Js L #A). i
T R A G40 L5 ) Trx (=270 mV)—FE (1)
SRR JEF, R, fEREIE )R SeplS Al ERdjS X FHEHE
PR A S R AR RS0, B AT A RIB RN
SR (A Sec Al Cys 8] 5 F I B 2 3 2t ]
HH BT AT P T D) A5 26 11 ) B 20 A7 A PR T A i e 1) ) A

Sepl5 ML K52 3] P4 5t 9 Wl 5. KA 5=
TS 32 3 1038 S8 P9 0T I R Sep15 ik 1A,
BRI, R IR A T N R SR R
WX B 5 50 Sep 15 4 88 A /K AR R A 200, /1N R
AU (A5 S AN ), Sepls SE AT S FEE
AL A 21 1) 2 B A PO, S g — AU E
B, Sep15 e & 14T & o R FEAE .

Kumaraswamy 2555501597 T Sepl5 5 Jai (1)
KZ. AT, N Sepls FEFAL T YLtk 1p31, 1F
e SR R P B AR 2 R AR R AR S
IEH AN sk 2RI EE, SeplS 7 B 51 s 40 i AN T e
AR I KF FRAG. Sepls £E8AL M. FLE . Hil
R RO T LR R IE ACP L BRAG. 2 )5 Hoft 1) — L6
FUW R, Sepl5 K&K 2 &5 1% (polymorphism) 5 45 7 1.
P « T A0 R v R S S A DR P 2 gt LR
N, Sepl5 W REHABIEAEH. AL, J—LEmous;
B A, B Sepls (2L ] LT 145
R 2 I, Sepls HEAERI S RIBTHHE— B WIIT.
AL, Kasaikina 2257 KB, Sepls B nf S 8#%
PEA AR, TR N B Sepls R AMNET 2 IER,
ZAMNE T4 Sepl5 15 UGGT 4541 Cys & &
X. 3XFP Sepl5 HEDAR SR BT LAA 8 Z ) mRNA,
(B AT AT 20 28 DA B U Jify 1 2T 4k 4 1 v 359 460 0 A 2]
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Sepl5 & FAMMEEIAR. 259 AN, 76 Sepl5 DM bk
INRERBE IR, SR 5L Sepl5 mRNA HAR
B, [ SRR R AR 99 A8 T A% P N R, EE
PRAR A AN AT IR B T, MR, A
PR AR NSRS AR A . R, AATTIA R,
PEE B S T SeplS (UERZ STk b
RS EAm L™

232 SelM

Xt R IE N SelM [FFE R K RS R I, SelM
R ] AR UM HaO, AP B AL S
PE. b, 28 e H R AL (GPx) TG PEAE I il
SR AL B T B AL B AL (SOD) i 1
LK 2 S22 ¥ T RNl 4 2 e b T, (BT
AR, XMLk LR, SelM -t H] A AT AL -
T A SR O ST i A

SelM (45 h & —A CxxU BifE, %BFfE
ghfy 7™, CA™ R Hg™ 54 Jm i 7, Mk, SelM & nf
REIlRL 5 Zn® A1 Cu 45 5 11 5 4 MR e A 45 75 ok 4
P S 4 3 T I N RS, Du 270 SelM Hhfr
Sec48 RAF Ay Cys48, K13 SelM [11H 2 25 [1(SelM’),
KIL SelM' A 55 Zn**LLEE/RLE 2:1 LB 4 4, HE
] Zn** A B 1 B-TE KRR B I (ABao) T 4R K Zn*"-ABy,
75 S0l 22 40 B 75 PR AN R Y 3 M SR (ROS) T

XF/N B HT22 W T 40 . C8-DIA /M A B Ji i
20 R AR 52 (0 2 SR ARG RIS R B, SelM T
I A H,0, 75 5 19 ROS T S AN 12, H
SelM i [A] i Bk A 0 8 Je 4l Mo 2B 2 i T g HL,
SelM It FIEIEAME T H0, S0 M 45T 5, 1
SelM & DA i B A A 26 TG e Py 495 T ey Jk e LR
SelM 7] BEIE 1t A5 L Ca? A (547 I 4141 552 5
A, 3k FLIIRT T W S22 SelM n] fEfIhI - 4F
PR RE PR T — 5 ML B AR RS, (R, SRR
T8, SelM &P i b3 (1) /I SO BEAT N RN RS A, 5 i A AR
I, 1] SelM 7 44 5 A g BHAC IR T b K 454
FAPOL R, 5T SelM AR Bl g e 5 0 1
KAE Rt — D9,

3 Sec FRIEAE C 3By 5 Al 2 H

Sec FRFIELE C ufi N A8 (145 3 A4S, 09
i K. s H S Fil & 9 N.
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31 MiEBQK

A SelK (11 kDa, 94 N2 FER) & W5 4L 5 B
(1, dHN-u P05 20 AN IR AE N TN 1S 1, C-
5t 2 A (5 A R SF I M(A/G)GGUGR 5 7) 76 41 Jifd it
i, Horb 92 AT LR N Sec (B DPL SelK &/ £ A
W5 {E S EASEMBF: — Src [AJETE 3 (SH3)
SERIRGE G P A, — N IRG ARSI SH3 25 R 3 F1—
AMELE R RR LA A5 (Ser STHPY,

SFANZE 8 Pl ZlCOE s fadk. Bibi. ATAE.
HHL. BRI PEAT RNA BN, 45 KW, SelK
TEX LG b 3z o0 A, AR R B BE LR
FIEACE I Em B2, 2007 A — TR S A% Sz %
Y652 i PCR JI5E T /N LI 1) SelK Rik /KT, 45
R EIR, ZEA) 2 RIA, A RIER =,
207/ = N B Y R SV (=0 1 I 1 S T S
KO SelK 7EAEMAA N AT )2 41400
A, X WFZ A (R A L A5, SelK 7E
SRR A R T R AR

HET, b SelK [MA#shgesms Hb, FRRIRE
L BRI oY AR R, SelK W] HE S 41l g AL
W JFCFE R, TR IR, N SelK 758 A K LI
20 P A W LA ROS 77 A2 FEAR 4 41 i 4 52
tH H0, 175 3 M43, SR, 761 SE50 i iA
ANHERGSE FTAE T I & 2 Sec A SelK it /&% Cys ()
A SelK. Morozova Z533gi F RNA TP A vl e S ii
JE A AN 1% 27 B 5 Schneider S2 40 i Y SelK ik, ik
1 Schneider 411 HE T ¥ B AR PTAAL RE ) A 1B 35
AN AH VR RO, T AR 2 A S T P AL
By A 44 J RN RS whsE R AE T, H T P AR A R A
VF 2 & A T 3 AT 1 — Bl B S A 22 T e, DR,
SelK & 7 B A7 Hr a4 4005 16 H A7 e 5RO .

WF5T KB, SelK Al fE 2 15 Ca> Fa &5 Al ERAD
MU 605 B B, SelK S 3k Ca™ M Py 5
W N 40 5 ) o A P AR 4 R R 9T
KL, SelK J&—A~ PN T M N R 15 BR (A, n] LR
HepG2 41 i % 52 P J5t 9 B 307 5 57035 5 1 3 15,
SelK i35 A T I N 3 i HLER v] g b Je S nT 55 ERAD
414} Derlin. p97 ATP LA K SelS 44, {t ERAD #l
PR R AR, AT 24 P 5 ) R s,

T4, SelK ] RES: 1 90 V. 71 B4,
SelK /& m 244130 A 1 B (m-calpain) (L AR 2 1, 7]

WK, P75 SelK TI HES 55 ST I 15 Al G 3 S I3
PEATET L, BRI, SelK i ELME A R
IR 52K CD36 B WL AL I 6 5 1, R {2 BEIL iR 4
W B, NI S B B FERE ALY, ) i i
SR Er o 1 A S B 18 ) S TR 2 —

32 WEHS

A SelS (XK SEPS1. Tanis 1 VIMP %) /& —/>
HEERE 121 kDa, 189 NEIEIR), —BAHE I N-
g Fr B AR TR S P, 5 A £ 26~48 5 2 FE IR 21 ik
MRS X, 1 131 DMEIERA LN . 54 Sec
1) C-uifi P HIAEAN LT . Hob, Sec 762 188 47, H AT
X HA DI S BEAIAS G HE . SelS 7841 M Ji o ke 46
IYTER T 9 B A R (1) o- BB E (52~ 122 525 R, K
Hg e st iR, & )P, L da—A 5 p97 M H
VERIMIRER, 1 H. SelS 3 i 12 08 g 45 w3 T Jl—
AR, SelS WETiE 45 K3k T Ui (1) C-3ifg J 37 41 (123~189 5 2
FEMR)EAHWEM R4, 55 HERQCLI%) R
1% (10%) F1 48 28 2 0 kS 2 B2 (19%). 1% JC L &5 1) X W]
REAE SelS 4E A AKNMI . Al F e far AR 19 BT 75 2L
AR, SelS A it 5 40 i i 2 1 ).

SelS #E i\ A 2N F.3) 4 ERAD M411f. ERAD
BUHI 97 524 A (BT 52 T & B 1IN PN 0T 9 3 i 8 B
FIG0 M )T, SRJEIX L H AT B A R AR
Y PE Derlin-1. Derlin-2 I Derlin-3 J& i ¢ S AE FI &
AR, e AT A A P AL N R IR i 35 e T T )
YA RURIBEITR L, SelS 1T fig 5 Derlin-1 J&
[ 2L P 5 P S T, AR X AN IE R, SelS 2 5 i
p97 ATP il Derlin-1 (A ELAE R, SLIR] 67 594 K (i
)T B B AP JTR J 30  E BA  . EL R
57N, p97 A Derlin-1 FIAH ELAEHI A2 SelS /KT
FEAG I 52, %1 SelS & ERAD H[{)Ih HEALF- & nf
Hu] . HIFEE, SelSi& 5 Derlin-2 454, # 1 SelS
A A [ 25 15 9 L1 P 5 0 3 s 0 4. ALk, SelS
7 ERAD 44 & B A Rl — 0, 1%E
A Al g2 SelK™. [ W% 1n) FUKs A5 B TR N T 1Rt
SelK Fil SelS £ A (B 15%) 41 8 8 W 5 18 H  h g,

SelS FEIKJH 87 W & A — MRS 1 P9 I Y 3%
SN O, T B R O ORI SR R AR, 3R
B SelS /& —Fi A MY B A, S5 W5 N3
W, BEFUR I, A M AN R S A (R B R = . N-
PEIEAL BRI AR 2. Ca®*-ATP B FHIK #2251 % »
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FHB-FIE AWOE &4l Sels FiA T4 X
LAY S5 PR T S B AR N T s R AR, B
N RN . FH] SelS &K 2K ST, 41 G A R
P R R T R R N AR S, SelS kR ik
2T UL 3 HE TP T N, (RN A SelS 4K
FUN 5T N S0 S 4l i E T LB T RE Y e B
ERAD. X 7 52 IR A B N 3, 4l il 155 SelS 11
Ak, PR EETHIT B S AR, AR, X
WA SelS HEHT A T 38075 5 000 440 G 07 1 P e R -
ANFesy, Wit HAl ERAD ZHAHHCHT A 5T R0 N 305 S
FIAN ML T, AN SelS, 247 Al g

KAT HABRIE (1, SelS 1] fit LA Hia AL Thfg,
B H F AR D SCHRIRIE, SelS FE X i & IA g 1
MING6 41 Jiil % % H,0, 7 T 104 g 98 -2 KT,
Christensen 252bK SelS H1#) Sec188 A8 4 Cys188 3k
73 SelS Mo M HEME AT BN cSelS-Cys), %
T E AL G K Cys174-Cys188 —fiife, KR
SR SelS HAEAE Cys174-Sec188 Tlifiti . =26 15,
cSelS-Cys ' B i (1) 38 Jit #4200 mV, & Trx 1]
RAFIEY). KUk, fA1HER, SelS nffEm Rt I C-ufy &
Cys174-Sec188 [ JG H0 45 # 38k #4340 IR g D . Liu
2901 Py e A% B ali Ak, 2 Sec (1 SelS BT84 (fir 44k
cSelS), FHllf5 cSelS I R HE#H AN -234 mV, & Trx
AR S5 . 10 L, cSelS i HAT i 84k 4 i % 1k
e HHE )5 HyO,, (A HAE ML HaO, 38 5 ) BRI A1
T GPx. A fi13E— KB, 188 AL Sec 7 SelS K #%
I AR A A I P S ) B A .

SelS 5 RAEMI X R ACIE T E Re S B 2E R
N B P I3 S R FE AR A B AR S 3R R
W, NFEM SelS JEH G 2T XIS AMA AT LY

(TNF-a) R A 2-18 (IL-1B)fEiE i NF-«xB & # i
HepG2 4ilHirh SelS (13 2l ridid, $8 hn L 5L b of &
)R IE KT, R SelS J&—ANBi NE-xB #1JE
P Sels FEHZ AVEHISS T SelS MFRIA, il
SelS A8 1-105 AL R G A K A B E K
TR, A X R 2 25 M I B I 50 41
JfL PR F TNF-oofl IL-1B7KF S35 T, 3900 T 58 %
HH 50 10 & 6 1k O, A U4 2 Wi I 5T B,
SelS 3 K YT BR 5 JIg 2 W 5 10 00 I B E— 25
JBIPY. SR, 53 A — TR B 9 R, SelS £ A& VER
T JROH PR « 288 IRGIR 1 DY 4% B8 98 i P VA 5 -
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AIERPY. SelS FIFRIE ML R 5 BHE— 28 I0F 9Tk
LIgR

AT F A SR, SelS M35 T7-105G—A £
A REANBRE 2ot bk Se O FH B g 55 0
R RA RN, SelS JEMI AT A, LRk 1
OB R 3 KRR e R B, R ILAE 10 200 JR 3 11
RAR B RE—E ERY. 5, Cox &P RIE,
SelS [ 2 Foft Ik R S AR A 5500 PRI F 5 1 /0 1155 9
R E ARG, UL 5 305 ik o R B B Rk
WEEMOC. A, TR RN, /N U S R 2 T
FEJER T4 SelS ik B2 THm, THmim SelS
A A0 P R0 I SR 98 0 S 1) L TR R o A M 95 A
ZgE YRR, SelS T AEEAT M AR 1 Y.

33 WEHBEN

BAIRYE cDNA 23 HTIA N, A SelN A W i Y,
W 1A SelN KT, & IFAHELE )y A1 P A
TGA %4657 WA 2 JJ& SelN ik, H—14
TGA Z 1P Y4, KL AELE ) A — A TGA
WAL AR, JERATH 3 FRAIFI1) SelN HTAAXT Bl A
FfEIL 6 AN ZAOHIE S M oIk BRe. - a%
WLFIE) I SelN A HEAT 8 111 5 S5 B 28 7 A1 AU,
ST R 2 AR X e gl 4 A7 e,

SeIN (66 kDa, 590 I FEIR) A& — A BRI Y
U R A 1, H—/NBE N-si v BE K, SRR
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Abstract: Selenium is an essential micronutrient in mammals. The major biological form of this micronutrient is the
amino acid selenocysteine, which is presented in the active sites of selenoproteins. 7 of 25 mammalian selenoproteins
have been identified as residents of the endoplasmic reticulum (ER), including type 2 iodothyronine deiodinase (DI2),
the 15-kDa selenoprotein, and selenoproteins K, M, N, S, and T. Most of these proteins are poorly characterized
except for DI2. However, recent studies implicate some of them play the role in redox regulation, quality control of
protein folding in the ER, retrotranslocation of misfolded proteins from the ER to the cytosol, and regulation of
calcium homeostasis, ER stress and inflammation. This review summarizes recent findings about the structure,
function, and physiological and pathological roles of the ER-resident selenoproteins. In addition, some future works
on these proteins are suggested.

Keywords: endoplasmic reticulum, type 2 iodothyronine deiodinase, 15-kDa selenoprotein, selenoprotein M,
selenoprotein T, selenoprotein K, selenoprotein S, selenoprotein N

540



