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Endoplasmic reticulum-resident selenoproteins in metabolic disorders of

glucose and lipids: recent progress
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Abstract: Glucose and lipid metabolic disorders (GLMDs), including diabetes, dyslipidemia, nonalcoholic fatty
liver disease, obesity, metabolic syndrome, etc., are prominent public health problems that threaten human health.
At the cellular level, the endoplasmic reticulum (ER) is an important organelle for lipid and sterol biosynthesis,
intracellular calcium stores, and post-translational modifications of proteins. Its homeostasis imbalance and
dysfunction will affect the metabolisms of glucose and lipids. Selenium, as an essential trace element, is widely
involved in the human’s physiological functions mainly through 25 kinds of selenoproteins. Among them, at least 9
selenoproteins are predominantly located on the endoplasmic reticulum membrane or in its lumen. Especially,
deiodinases, selenoprotein N, selenoprotein S, and selenoprotein T related to ER and GLMDs have received
relatively more attention in recent years. This article will review the progress in the field, aiming to provide
inspiration for the future studies.
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SRR BBE MR AU S M (LT TEIRR BB T
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N E AR 25 AN, 3 E S5 4
A& A WA &R (selenocysteine, Sec, U). fiff
WA EN T AR 40 & AN EAL, a0l ik
W5 ¥ (endoplasmic reticulum, ER). & /R JE4K, 41
PR, M3k, AU, BREE A EENTE
Y e A R IheanER 1 Fow B2 DU 78 A
A A% DIO2. SELENOF. SELENOK. SELENOM.
SELENON. SELENOS. SELENOT 4% 7 # fifi & (4
SENL TR, (B BE A T AT SRR, DIOL A
SELENOI 8 # & 8l 52 2 F ER™ ¥, Ak, Hajdk
A9 M EEENT ER AT A, FRILNER /M
fili 2% A (ER-resident selenoproteins), A fijFrA ER
W& . BAE ER LA fgs a1 iR,
AR IR &P ER B 2R IR D e R HORRE R A
375 1R 2 M AR 60 A R ML

1 AR ARSI

ER & 4 i N 07 53 7= AR FIE R i B 2 A 4 i
B, HAEH R AR NI RGN RE . B TR
. REEARTEE AN SR EREN S WED
JOT ) 1 SRR N A2 AR 3 2R S 0 ER A5 4R 14 A48 1)
RHN G ] S 302 B T3, AT BRI ER
FEARTENSE, HSEE RSN E AT
ER 2R P2, ER A AN 52 1) A 1 75 SR A5 2 45
PRIk, mdLE A /Ry Ca® A, A
BB ML T R S B AR A R B DA &
SELIERI 2RI RS . BRI S BIR ER HIRRAS,
HFEEG R SR BN E B ER TR,
HIEFIT S M >, &AW e ER &
AT 2 Wl S 2 ER B b R B EEl iR B

®1 MEBFRERARATEBEMS R R

ISP IV 40 i E A IRk Sk
FFCDR MR Ji 2008 i il %% (iodothyronine deiodinases, DIOs)

DIOI ER ANIRL P IR AL v [3-5]
DIO2 ER AR i B B T [4-5]
DIO3 YA P AR P I AL i [5-6]

B INEH Ik 4 Ak Y % (glutathione peroxidases, GPXs)

GPX1 AN Zebifds. ANtz U8/ 20 P i A R B R e AR A ) [7]
GPX2 Y11 R /0 iy T 4 P 3 S A ) [8-9]
GPX3 fa b P MR R I S [8]
GPX4 YNAAZ . 4UMUE . ZRRifA AL E ARG, AR kT [10-11]
GPX6 ARHn TAAEFUESE R, DhREAS T [8]

T 808 & [ 18 J5 i (thioredoxin reductases, TXNRDs)

TXNRDI YUAEAZ . OB, ZRAifd HEmECED, WAL RE [10]
TXNRD2 Y IRUN RERERED, AL RE [12]
TXNRD3 YNAAZ . 405 SRR ERE, AR RE [12-13]
HoAh T &

MSRBI YR . 4 BLR TR EAR A FREAR, S5 IFYEAREE 2 [8]
SELENOF ER RS HER LEA TS [14]
SELENOH 41 i k% PWHAILRRAS, R TR EERIE [10]
SELENOI ER. ZHft%. AR5 TREAR A FC T3 I Tt 2 I fi [15-16]
SELENOK ER. 4 i Zx 5200 ffa v 5 5 A ERAH G B i [14,17]
SELENOM ER. mi/REAE, R IX RS 5k EAREE R [4, 18]
SELENON ER UL, R U IE A S AR A [4]
SELENOO SR IREIN A R AR R IR CX XU 7 [8]
SELENOP sk iat, webERE ) [19]
SELENOS ER. 4Hfi/R Z 5ER AR B AR [4]
SELENOT ER LU o W Th REA 5% [15, 20]
SELENOV 2 f ot Al R B BUEAE R [21]
SELENOW 4T 5 EA RN AR R ) B CXXU ST [20]
SEPHS2 4TI I Z: 5 A A A K [9]

WF: ER, WFiM; MSRBI, HHiZEEVIEEEB]I; SELENO, HidkH; SEPHS2, HURER: & 2.



214 MR, 25 P9 T T AR 11 S AR AR S i Lk 187
AL
TRX o 145 —
s SELENOM i
S';' 195
Sec 164 SELENON
SP UGGT ! 4 e ”
1 TRX [
SELENOF / TRX
1 [;"
SELENOS ’
\SP
Sec 8
...... F00000¢ 000¢ 000K
OOOOQgOOOOOCOOO(OOOOC
SELENOT
90
y 122
94 92
SELENOK ok

DIO1, [iifftfisl; DIO2, Mifitfif2; EF, EF-hand4:#J3%; IDUA, o-L-REERHFEEFES]; SELENO, #idk[d; SH3, SH34ZL& 17
A5 SP, fE5k; TRX, MiEEEARESE; UGGT, iR AR AR E B A1k, VIM, VCP/pO7AH HAEHHF.
Bl HEMBERRN S HREE

M BUASR, IXFE LFR A ER B (ER stress,
ERS). A T #fR e 4 & Or 5 Z IF4ERF ER DifE,
FLAZ 40 1) R 7 S 85 A 5t ) B (unfolded protein
response, UPR) it A —ME 5 Il N 4%, L
HH AL I . mRNA BIEEFEE A i s, L
PR AR T B BRI B B O ) A R B R
@A P, UPR B B0 = B R (5 5 E s,
FEHLEE F5 KB 1 (inositol-requiring enzyme-1, IRE1).
WIS ST 6 (ATF6) FIEE [ RNA Ff ER ¥
filf (PERK), fE£ ER MECIRAE T &I R Ea W
GG DB E ER . WRALR T S,
TR P I B A L), A B T A R OE R .
{HAn 5 UPR $54E, W@ % sk K -+ C/EBPa [
JE & (C/EBP-homologous protein, CHOP ; 7 UPR
WEFE R ER ) B4R P BET: 24K 5 (death receptor
5, DRS) Fik P, DUAGEIE A E 3 (reactive
oxygen species, ROS) /4. {2 T 5 R i1 B 4]
Ji bk E2 98 / 1 195 -2 (B cell lymphoma/leukemia-2,
BCL2) L. microRNA i 5 il £ 4L ER 45 B¢ Jfl &5
PLENE ST P, X FhFES ERS 51 2 it

FEA I, WERE PO, 2 RUBE R (T2DM), 0 I 5
PRI~ Bl SR I BRI LA B Sl ik ol AL, B 45

ER & 20 P9 45 & 7 1) B EEAE AL BT, TEYERR
B FRaASh R IEEEENEN. —RIE, 40
BN Ca®* W4 100 nmol/L, T ER N Ca®" < FE
>4 100~800 wmol/L™7*, 441 iy Jii Py Ca™ /K FHHIK
fF, ER 32 H00@ i = o 74 3 (7] E FH >R 39 hn 48 A o
WA B T/KF « (1) DUEE 1,4,5- =fE2 521K (IP,R) &
7P (2) ez ik (RyR) &1 P75 (3) U B
TRl E R T EE BB .
Gb, EAEMTT AN, Y4 IPR BAEAN T Ca”
FEICK ER H (145 2 T A7 0B I, AT IEAURD
T E M IBATS 5 Il , A Ca®t N ML B
TX TR R 2R 45 4% 145 B8 P AL (store-operated Ca®™
entry, SOCE)*". SOCE 1EfE BN IE VR IT [ — A1
FERE A, HHRUELE (125 SOCEY. #E A%
P45 B 7 N 3 BLE A DL g 42 E BRI ) ER A i
1+ (1) L5 M 45 % (sarcoendoplasmic reticular Ca®"
ATPase, SERCA ; JJLJ5 % 72 /0o UL B % AL AR H 7
—FHEERR ER) i85 5 (2) H5 R ORI i H5 B 1 (Ca™
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release- activated channels, CRAC) i&4% "%, 24 ik
Ca® HATHLHISZBE, i A Ca FRASHEREIR, 1M
ER P Ca® FE3KF 23 & ERS. 4™ & ERS i}, ER
SRR B, i fE ER PN Ca™ A€M — 25
INEE, LRRifk Ca® b, fil R 4nAIE oML B,
BRI, 058 TR R 5L, DML BiJ /R 9%
VBRI S 2 B A O B

2 EREHBSHERENKE

2.1 DIO1FIDIO2

FFOR IR & (thyroid hormones, THs) #& IR Jil 4
g & A R BRI TR R — R, s
Ak A0 9 3 52 L% (iodothyronine deiodinases, DIOs)
KR E A MR AT IREERRILE (4)-
T () S AN S 1 B THSs WS E R S
25 RIAR AL, DU R R 2R (T4) B LA ji it
AR IR R (T3) A2t A B )
X, HE&imtEEsm » BRECIRARSN, DIOs i
AAAE T80 53 HAB L 21, 753X B 2H 23 40 g A i
THs fR 8. DIOs A =AMl 2 (A B & 51, ik 41 A
e SRS AL THs WAL B2 AR B,

DIO1 &%) 60 kDa [1] —RAKBEA B, 40
M e T ER B b, BA—ANEREE IR, HAaEk
TR R S M 0 ) Sec BREE, FLAAMIRRIIN
IR o AT o A AT A A 3K 79 ol I L IS <
T4 — T3 — 3,5-T2 8 rT3 (S =Ml R I R 2018 )
— 3,3°-T2 5 P4 2 Bt Al oo 4 U4 A 575 V9 b S B
T4 — T3 — 3°,5-T2 8{ T3 — 3°,3°-T2. 70 L5
Yy, DIO1 FEAEH AR 5. HAEAEH A
I, AR T3 (0 E LR B 5 MmAEER )
K4 T3 /& DIOT {4k T4 Bl sl . FRES>
AifE ER ¥ DIO2 IJ& Bgs s (1, 36 N i i
i 455 ) RN K T ) e 25 9 B B Seec fiEAb 45 FA 3
DIO2 BRTE VIR R I Ah, K P HhRIE T3
TR ME SRR, RIS, Sk E
RER M AEAF AL g E kL ™, DIO2 X
BN GBS T, B FRFEAE T4 #4008 T3, JF
50 T4 A 5 00N B - TR R Gl s L], ELAE
ERS 6L F, gtk adasidek ", DIo3 M3 %
oA T AR, BACH NI RGE M. 7EAS A0
WA, 41+ ROS K ¥ 2 5 5 DIOI Al DIO2
TEERRAR, A S BUmE T3 KF B 5 1 DIO3
TETEEISE N, fT3IREEF S, 4T THs A&
17 %, T3 SPIE I AT LLFFR ROS /KF, 3Py i

—H A AERIFRIE, IR 4 %52 ROS 1253 .

DIO1 ] g 55 ¥ JIg A8 11 i 45 4 2. Bruinstroop
e WG E R, 5L NAFLD JFAT DIOT [ ik A1
TSRS, I HEid shRNA FAK DIOT 23 i i
Hl = Ee (TG) FfH [ B &, X% B A AT g s A2
PE% S 7 DIO1 ik fiE 1 5 Krause 25 ™ 1) ¢ 5
BAK ) DIOL # 557Kk~ 5 1/E 5 DM K br E Y
HbAlc FFEAHIC 5 LAk, JFEAERR 5 205 5 5 R BUm
/D3t ApoA-T FE ik 5 311 P 1) 52 Wi 2 a1 Jik i
#1550 21 DIOL 15 KA1, DIOI ik 13z 2k
SRR ApoA-T [FRIE ™, HIELHFHLHI) ik —
AT

HHi, B & 3 DIO2 ff) Thr92Ala £ &1t 5
figi 5 2 HEPU (insulin resistance, IR). #5¢ i 25 8 I B
AP ARBRAE S LK T2DM A 2 5 fE5h
LE ORI, (E30°CHEL T, DIO2 i bk /N BRI
AR R AT BRI AN RO R AR R A, B
B 5 5% T FE R (high-fat diet, HED) [ 5% i 1,
FENBESZIG T, Akarsu 25 7 BB 7T R B 0 IR
ML, A MetS AR 3 (1) DIO2 RIA &3
A, AEHISE M & B, DIO2 Kik 5 475K [k
TG Al IR Fa S8 PP (HOMA-IR) /K7 £ i 5%,
5 T3 B2IEMHK. (HIEHERMH Rt RN, 5
XTREZEAH L, RS2 35 B 1 R0 PN 1) T 197 2 A
(1) DIO2 ik hn, HE R DIO2 55 & /
b bk Ihae . NRIEE A E A B 5 5 )
WG 524K v (peroxisome proliferators-activated receptors
gamma, PPARy) Z [AIfFAEH )L &, HE DM RE&
B S R M, Bt R s, Wkt
X DIO2 JK~F-35 7] §E 3 BOHLAAHE AR AR =, 12
& B AR BIVE B B oy B2 MANTE 48
22 ff&EBN

SELENON & ER FRy I RIEEEEE, KD
JKBLAL T ER v, Horh (36 254 4511 EF-hand 45
P AR UL 2R (thioredoxin, TRX) BEZE IR, /b
45 Ik B A T 3% of ¥, SELENON = 22 5 411 ff 1y
AhEA K ER Y AMAS R 5 O

BRI (R 0 24 i SELENON 2 {437 41 it %
2 A LI A A A R S T A DG AR A I O gt
FEAJF . Arbogast 25 PV B 57 &K I, SELENON 2k
HEARAN. FARE A S A RIS ) 2 B
HhnAG %, XFT ER £5524s, SELENON j#id EF-hands
5 K6 I ER A s 45 K F, 3R i ik SERCA
T ER 57K, T2 5 A RO S A 38 S5 AR O
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RS M 4EFF. Chernorudskiy 25 BV (B 78 A AX 2
£ SELENON j2 K53 # 1) ER it i fig < —, 1 H.
WHE T — ML, B SELENON 45 SERCA
IS 11 ER F5 i 25 AR 78, 32 E B LY Ay - U4
AW SCEALE . 8 1ZALE], SELENON &%
Ji 45 KT LUV R4S 5 7 5. Pozzer 25 B L B
7f SELENON il /N, 584Ul SELENON [t
T S B B ma LB MY Ca¥ R EL, IR Bl K
ERS, DLJ CHOP %% [Kl A% T 1 3 o2 I 4804k
B 52 1 (endoplasmic reticulum oxidoreductin 1, ERO1)
it ik, @5 SELENON AR . Zito 25 1
% Bl SELENON ikt 25 5% ER 2R 44 () 45 1 7,
DA 2R bifds ATP F= 2k 3G 1

SELENON Bx | fEU o K4 HEZAE R 4L, ik
A B 5 0 A5 AR A 5% . Huang 2 ) % I = bl
FEAR N\ R4 ER 538 SELENOS 1 SELENON [
Fik. Varone 25 Y %3, SELENON A 3¢ &
LRI IR R A, H AT ge LT & 75 SELENON
Sz SR -, HFD 772 (R R e BT R 3E 5 51 R
ERS. B3R ER 55 28744 (1) 38 R DA K o578 28 b 1
2 04 R R B AR U SR ok 55 JER B 2R S 12 T 2 B 4

L, S5 IR,

Zi4 H R W 70 & DL SELENON 7£ Ca™ Fa 4
A R A IR A DL SRR BTl %€ 2] SELENON
Be= f1 Ca™ (5 S AEREAR M T PRI, 2B
¥ 457 SELENON B Z @it fm Ca®* Fadsfifs 5
AL T BN S BLRE RE A 5 AT R A FH AL
(K 2).

4 {K N SELENON = i, 5215 SERCA
S B TRBUS AR, 1 ER S0 N
B PERS, SHER E 5 LS E TR, i
1M 58 575 ) ERS. UL, 4 HFD fir ™= A& 1 1 A0 I
JU7 R 3k AN ALK, it BE % {3 40 L tH B ERS, IR
ER 5 28 W7 4 1 38 TR I 52w 26 R A4 1) e AR,
T 3 3 S o A0 ik 55 R % 2% MO e 2 BB D, A
1M FBCIR. 1 SERCA I fig & 15 7l e 5 S i N
Ca WRPEIE . AT S 45 / 45 1 &R (ki &R
B4 11 (CaMKIT), CaMKIT 0] 3@ i 3% T 40 A+ 1)
p38 22 ZL R VG AL B (IS (P38) A2 g ik & A
PR A B FEE 2 (MAPKAPK2) SR 5 Xk & iR
1 O1 (FOXO!1) MIA% e AL, AT 38 im % 78] 75 4k 11
P B R, CaMKIT 3438 i B2 1k 4H 2K 1 i 2

WEAN (-)
v
SERCA BN Ca®'ffd
~~~~~~~~~~~ .
L LI AR Ca RORRR R
CaMKII P38/MAPKAPK2 \/
P R P L 38
L T pHDAC4 P R - L B
v |
l DACH1 / v
SRR v JR B R KB AR
ATF6/pS8IPK Fik \ ¢
v e S B
PERK-TRB3 it /
v
RS RESHE
v
L » ®ILENEEDERILE

E: ATF6, WoRH % T6; CaMKIL, 5/45 18 & (R 8 A ERLL DACHL, FERFVEYIL; FoxOl, Mk&HEAOL;
MAPKAPK?2, 22545040 (M MEELER  NE2; P38, p38Fimib i (is: pSSIPK, XUBERNATE AL 2R 1 ik
7l; PERK, & HMEGRNAFERE M pHDAC4, BRI &AM LBERF4; SERCA, WURIMESZE; TRB3, Tribbles[m R4
30 TR ANAFAEM ST , MR AT kAR HARAE RN A B B A L S0IE A

B2 MEBNRZ SRS RITIAN AT RE/ER LS
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1% B 4 (pHDAC4) 5 il K A 54 1 (DACHI) /i &
[*) ATF6- TRB3 & BRSO R I E R B =155, A
M3 — 0 T 8Um MBS A & 5 2R e, #h iR
IRP, (BAEXAMHLEI IR H IR 2 0 Fid B FE 7L,
H SELENON ] fig i @ iof & Ath o 0138 4% 52 e 4 i
A o
23 WlERBS

SELENOS J& — 1 & fi. 7E ER JIi | ¥ N 7E TC )7
() B FEBS TR (9. SELENOS A5 %40 IR P 5 36 43
KB A Sec Z LR FEMI T 24 . SELENOS
BAEPEMAER, EANUEHTIEA IR
AR (Cys) FkH:, &l T M &H T
Sec 28 FEMRHk AL . 20 i 5 B2 S AE AE — N MR T 45 AL 45
M—NFEF XK, {75 SELENOS fgf5 5 200 £ Fh
Z5EMAEYERENEORS S ERF XA
ff) ERS [ Mot (ERSE) FIF AN NF-xB 45 &1 53k
— 3 FF SELENOS 7Efi%E 4 ERS FlHE R
B g /R T U, SELENOS H C i if & & H & 1R,
HAEAE p97 456 T TR IRERE (VCP- &
MAERMEER ). XFAHEAE X T 1875 ERS Ml
ER #5555 [ B4 f# (ER-associated protein degradation,
ERAD) &4 ( 41 CD36) [ 2 i i1 P71,

SELENOS FJ fig 3@ i 2 F 43 73 425 5 i AR AR
WY, HoA b & 28 H g CBIL (protein kinase
CBII, PKCBIT), C-Jun N- K (C-Jun N-terminal
kinase, INK). BCL2. IREla. X 454 H 1 (X-box
binding proteinl, XBP1). PPARy &5/, &+
(1) i it PKCRIVINK/BCL2 i& 1% : Yu 25 P EH T
SELENOS 3 o 111 1] 1 3 1% ¢ £ 0 1) ok K B (I g 3
(Caspase3) MBS, PR LT P9 52 AT-F 3 LA AR e
AN ERS 5 S, I PR A R T
5 DM KIMEHARR RAE . RIREDIMSC. (2) it
IREla-XBP1 i&4% : Men %5 P % 3l SELENOS & izt
ZAE T @M A A7 . W5 7R SELENOS i
R FEURMIAHIIET:, X5 BCL2 S A 7 1 2K 17
A K. M4, SELENOS Riff k> 7 8 4% A XBPI1
(spliced XBP1, sXBP1), 47T IREla fl p-JNK, [A]
I, sXBP1 i & ] LA B SELENOS ik i75 5
(RIE T AU SE T, 3] SELENOS #£ IREla-sXBP1
I % PR T AR . Men 25 0 [ 44 N BIF 53—
A IE S SELENOS 7] fig @ it IRE1a-XBP1 i 1% ¥ 75
JE 107 A2 B A BB JHE 52 3 5 T HED MR () /) B,
8 IS i 20 23 () SELENOS & 7K FEF e IhAk,
SELENOS % [F /K F7E R Wi T s i) B3R 8 m, 31X it

] SELENOS [ i i 3 i 2 2k i 197 4 e #H I,
SELENOS i % 5 SIS 107 25 B i), 3% 55 54 4 g
FETI. WD 2255 4 v B S A0 41 i 4 G, BATH
A K. NG RY], BEENE 326 E A1 HFD
WEEFR /N BRURZ T RPN i 1 2HL 23 SELENOS 3R (1)
i, ERS ¥Ric#) (p-IREIo/IRElo. sXBP1 1 Grp78)
SR, (3) @i PPARy S %2 Z 4k : Lee 2 Y
Tt 55 3% B B B 40 i o b 75 Rl it i B § 10
SELENOS Al SELENOK B fift. 75 Jig i 4 g 7 1k ik
f& 1, SELENOS #1 SELENOK /K F [k, 3 H.
L5 PPARy 11 /KF- 2 FuAH 5. PPARy #% 1A 72 i Bl
AR i %% . [ PPARyY B E3 12 K&
Mg v 1%, PPARy I pgil i K A4 G EE Y
SELENOS #1 SELENOK #H B {EH, M1 75 T Al 25
2 ZALAIBE AR . 24 SELENOS &t SELENOK A~
¥ PPARy FARIST, g5 404 10 2 B3] .

BT SELENOS KAEMEH 1 ik = 2% B A2 AR
KA5E, FRATESS T SELENOS 789 g AL it 7 4 5
[ ERS Hal sep)fEH EE (Kl 3).

2 HFD P2 A S AR IR . R T B Bl i
T B B NI RIEH T ER I, @ik UPR Af
SELENOS #1 IREla 2 iA 8 1 , 1fj SELENOS i
it ERAD it #2 5 Derlin f£18 & . P97 ATP /i ( 1
FR VCP). E3 iz %% £ Al SELENOK 4 jil 25 i 2
EHEAY, WLMEHE RIS E B A ER ¥
R, B R - AR R, M
iy 55 7 ERS™. 55— Jjiii, SELENOS j i 5 fif
BAAWEOE ER I E S I 8L IREla, B )5 7640
Jii ] iE id IRE1a-XBP1 i 1% 1§ I G 14 sXBP1 1
B, sXBP1 #EANAHMIZ N T ER 2 FAE(R. B
fife 1 5 PO oL A il (1) 2238, UG B ER TR 4T
BREAR, R SEEDAR . kb, sXBP1
b ] DL N R B R 4K INK 3 0, ad ik INKY
BCL2 i& 18t & 581 Caspase3 4%, F ST,
e B AT DL JE R b g A% A PRCBIT % R 16 K 5 20
JNK/BCL2 4%, i SELENOS 3@ i #i1#] PKCBII
BB AL SRAM B i Zi& 12, i - gni i T B, ey,
sXBP1 i& 7] DLAE Jy % 55 DR 1 76 Jig 07 7 1 5 30 F 3
PPARy # 5%, PPARy & ¥ H E3 32 2 % H: W 0% 14,
L SELENOS #f H./E H >k 1% 5 SELENOS Kz %1k
FOFRARE, M (2 HEAR D 4 i 401k B 78 AR P R 4%
A R R R4 IR, 40 SELENOS £
IRE1a-XBP1 &4+ 5 IRElo (/F H i FE 4%, FE
2R FRIRE .
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Caspase3— JHT-

a

VE: Bax, Bcl2oCBEEEA: Bel2, BYHJ# IR/ ML%K-2; Caspase3, (A& ABF3; Derlin, Derlinfi{E2H: IREla,
LEE T K F1a; INK, C-JUN N-Ruii#fiF; P97, P97 ATP fi§; PPARy, Ib4AbWEE A GaY IS Z4y; PKCPIL, & T
CBII; SELENOK, fifiZ5[1K; SELENOS, ffiZg[1S; sXBP1, By4%MXBP1; XBP1, X&4&EAHEM].

E3 MEASEEERHRE R ATRMNERZEE

24 WEABQT

SELENOT & —#'5 ER JEAH K I AL [ 1 o
H AWM 7 AH N s 5k, ©EA 61 o 1Bk
T4 B-#18, HAE P1- Pr2Ml al- R (A fFFE—
AN TRX BEGE R Y. BR T ER, BB EAL T H/R3E
PRFNF . SELENOT £ %5 4 7 b Dy e ¢, J
REIE Tk 52 M) A 70 0 200 0 A T 2 SR 1 W I A Rl

Pothion 25 Y % ¥ SELENOT 47 Bfj T ER Fa %%,
H ER iZHR (1) STT3A BYSEHEIL AL (oligosacchary-
ltransferase, OST) H &Y)A K, B HAMHEHFE
I S B H I A (protein kinase A, PKA) il 5'-
BT R I 1F (adenosine 5’-monophosphate, AMP) X
#1155 I (AMP-activated protein kinase, AMPK)
7, UMRFF ER KIE AR EEA. EH R
F A0 B i AL o, SELENOT [ 3 ik g /b 25 {2 it
ROS FiE % H H 4 (reactive nitrogen species, RNS)
FIFR R B A FE. UPR A0S AR 2 W i
4. Hamieh %5 ! 4 1E 52 7 SELENOT 2 P 43 Ui
A I B EH R 7K SR A S BCIR A T 7R 1
FE#fi & SELENOT s& A Y OST & & &) — /N7
£, BXF OST E A4 1) 72 B AT ER FaA5 AN AT ik,

FAE R Z KT 5] S 0 SLECIRAS T R 3556 B 1 1A
TTINRE, FOVE N o WA AR I R o S O R
Hik—Ewr 5t & B SELENOT nf @it i 47 ER & [ i
Feg, AT 1T ER S I4 5 36 B i 17 42 o 48 B P
RS, RS ERMRE LRE SR NEY
A R R R SRR A

W5t B SELENOT I i ik 5 1 Jik & 3245 5 il
P SR 5 W) AL A 1D A S B B SE R R TN,
SELENOT & K] i [ (1) JEL Jrk TR BE R /N BRLB) 2R JH
Ji B R UM I SR R Y, FLIX RPN RIS R B
HORET B G R R T B e R e D
DL I A LDL-C & & B &M FFRRM, Xnf
REA T AKT (—R2 AR / 73 2 BRI ). FOXOI
F1 GSK-3B WA FEFE B T i B 25 5l
P& R, LR E R & L F IL-1B. TNFa B JZ
IL-6 ik FREFTE 7. XKW SELENOT 2 [H i
A BB R IR 20« Ia/D g S5 MEAR DA B 388 5
JRSFRGESEA . 5 H ATk sk = N 40 2L
#1171 A AE 50 R3E— 25 3G UE SELENOT 164 g AR 15
Jr B EATER, (Rt sk = SELENOT i 3214 %)
GIRES R A RIS
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3 HMERMERSHEREAH

3.1 MERF

SELENOF %ZE {7 F ER BN, E&H —1 TRX
FEST B 45 388 DA S — ANMlRE & B Cys 1M 2 8 4
PEFLFEFL I (UDP-glucose glycoprotein glucosyltransferase,
UGGT) 2541k, UGGT 4544877 5 ER Ji# 4 (1) UDP-
WA RS G IERE G, MmiiEsE UGGT MlgE
. SELENOF 1] fig i i # HF 5ligd /> UGGT -1 (1)
HiRTEEAN R, NnsS5EEaisiE
a1,

SELENOF 7& HUIR R BF. B %5 BA W Dhee
AR E R, CFLKIEL, SELENOF
Al JE T H UGGT 45 &480f1 TRX FE 4T & 45 M (e it 2
1S T 8RR 1 S A S, ORI L T B i AR
FNEEA RO 2 5 IR AR . Zheng 25 " @ id 2%
R 500, WESE T/ R sk = 5 8505 0 AR AR
MR E AR ERRE, BRESH BN,
B g 1F % X &, SELENOF [ fi (4 /) B 2 30
] 2 BT 52 AN R AR 22D o X UiH T SELENOF
B[Rl A b 2= hn il HED 51 &S i AEJRE S e LB . %6 4
PRI 52 AN R AR A8 1 b, i 8 1 g P g AN
RIRTEERY 1D HF 2 5 IR RS, £IEWK
7 AR Pk £ 1) SELENOF 2 [R] i B /N 58 1 BT o (2
F K. 1XYW SELENOF A GE I i 3 Fh AL 1) 3 1
X PR R IR A AR DCRE B BRI, AT S M B A i
SRT, X SELENOF 7540 g P4 1 43 F ML AH < 1)
WA TSy, H TR AU DhRe By s AL A
Rrift— PR E
32 mWmERL

SELENOI & — Rl i B8 £, B e I — i iR
LT e e B I 3 52 A DA AR SR H i B s 1)
A Y. AWk SELENOI & hi T ER. 4HHt%
AGRRE F, TEAZA AR M 5 AR YIS UniProtKB/
Swiss-Prot $ 4l FE {5 B Eor, HA 10 N g U,
SELENOI F 2 5 & pl i JIE I £ I i (phosphatidyl
ethanolamine, PE) F£F ¥ PE™ . {23 T 40fi% 1k
At " 455, HET o< T SELENOI IRtk i/,
BN AN & R IR AU RAEZEH, A
FAERENR AU o BAR R AEA 2RISR AL, WFS
KRR ZH KT
33 MEBRK

SELENOK /& —F %€ {7 T ER Ji [1) 51— P55 Ji¥ 1
F, HA M C o fl o 3] ER BB N o751, itk

HNE BAT — M R LSRR, Sec FRIENLT C i pitix 7,
SELENOK #J Ll 5 SELENOS &4, EN ER HE &
Y — 4y, AR BRI E A ER S 7,
{H SELENOK A & &4 TRX Ff4 & 5 /5 848 b ik
JR B S5 K, Fredericks 25 " #F 47 & Fll, SELENOK
i R e BE AL -DHHC6 1 ] 44 K 4 iy DHHCG fii 4k
(AR BRI AL R0, Hazid 7275 22 SELENOK
) Sec, TIARERE Cys B,

SELENOK 1] -5 il IR Q Uit i 4547 9% . Lee 25
WEBH T A 0 41 B 04k 75 2 PPARY 51 SELENOS
A1 SELENOK 7z F# fL Fl[# fift . SELENOK 7t £ Ffi 2
IR Rk, A WEFEY], SELENOK 7E.0)fiE
HYhmRIL, Hid Rk 29> ROS 774,
b0 LA i R 3 & HL,0, 3 B0 AU R 15
It4h, SELENOK it r] g8 2 5L R & E E
JB 1) %% 32 RRE 8 41 25 B ¥ ERS AT, @ ik v T
ERS RIFHUAMAER . B3 IR FEHEN, SELENOK
AIRRIET P FEFRRESARAS . T SORE R BLEEHL
il 2 5 i R B A B R . (B R — R R
SKAIE B SELENOK 55 i A 596 (1) AH G2 B
34 EEEAM

SELENOM fi. - ER & E N, A = IrF 45
MR M1-15, K29-105 H1 K126-129 % — /N8l = B
T EERIIE) o/Blon 1) TRX FEGEFyIak, W5 R H AT SH Ak
WE I ThEE 7, SELENOM EEE 5% - 45 &R
GDIREA %, WL N NS E N AR E
2 ) R A WA RTR T, R 2 AR S R A
A RBIBEE R 3K, 2 55 55 20 1

Pitts %5 ™ [ 525 {2 7k SELENOM R Bk /s Bk
HEHIEN, AENEPHRRR T, BRI
MiEE ZK TR N s R G R R 5
KPR, RIS 2 2RSS AT i - Tk - 5
% (hypothalamic-pituitary-adrenal axis, HPA) 2 [f]
(47 % A T A8 . Gong 25 ™V i 37 T SELENOM
VENF b8 22 581 TRX P48 A0 M i) 1E 18 45 [
o VIR S5 K 98 & 2 4 T /il SELENOM
MRk, MHERESFIESHRSMERBEHE T 3
(signal transducer and activator of transcription 3, STAT3)
i 72 1k 5% %] SELENOM &kt = [ 40 1. At 411 A1
mHypoE-44 7k AE A6 Fr i #1228 040 i 2EAT 14 4 Mok
FLUESE 7 SELENOM it e FELAS 198 2= 51 & 1) R i
STAT3 il & A A B 5T 215 S B . AH 3, SELENOM
IR TR I BURE . Britkz 4b, SELENOM
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R 23 B TRX AR TE 14 P ; 5= SELENOM
] mHypoE-44 4y = I tH #% K1~ -xB (nuclear factor-
kappa B, NF-kB) {5 5 18 I () 0% 9895, % ERS /¢
SRR AT R RURPERE o

4 RGEERE

Z AT FC ER B RN BUE FRIR S SR 2
B2 U BKRR, Tk &l KA n]
BBV K & R AR A PR . IR 5 & bl & A 0t
B AU 1 sz e A P A e Rk 2 . fE H T
R 9 F0 ER BEEA 8 25 1 (W] REAMVRIFR T ER) 1,
50 i A B A 9. Wi 7 A £ 1) A SELENOS,
4% ER 3 BE A AR (1 B AIE B 5 2 FloE AR 1 2
PIRHR. MHBIHEE7CKkE, £ DIO2. SELENOF
8¢ SELENON #i i (1) /N B, 359 m] LUOWL %% 1) 4] 26 4
M AN R,  HL5 552 HFD 520 ; 1fi¢E SELENOT
R 55 70N B rh SR UL 21 26 B I B G R A . 3K
TGN H IS & 8, TR L2 A ER
WiE A5 g B, TRREREERERE 2
P ER flitE

HF ER & AR EZ g o, AR R
R T SRR A ) A S T el o ERS 51 R IR AR
WS . il A REE A L Sec Jyid RO
PUEALTE I, Rk, Z4EFF ER BB RS R 24
ER i & [ 52 M0 % JIg A 09 L 4 ; 1ff DIOT A1 DIO2
YT EDR B 2R . SELENOF/-K 25 ER 1 UPR Jx
N, SELENOI i 5t g4 . SELENOK/-N/-T 15
ER #5°74f. SELENOM i 15 %15 5%, SELENOS
VAT BE AR A AR % 1) PPARY-IRE10-PKCBIT =342
SELENOT il 5l B #5545 T, XL E2 kM
1A [ ER flh 2 (1 52 B B A i A PEREIE. (3
MR, FEJ%HE ER EH R AR —/E g
FRIFIE, A SR MBI 50 B B 593 % ER fifi & (1
FERE MR ACUHRE 8 75 1 3L [RE @ AR A e AT 2 TR )
FHEAER
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