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Abstract: Endoplasmic reticulum (ER) is an essential site for protein processing in eukaryotic cells so that
processed proteins can reside in ER or be transported to Golgi. If proteins in the ER are not properly folded and
transported, a large number of proteins can accumulate in the ER, causing ER stress. SEC62, an endoplasmic
reticulum transmembrane protein composed of 399 amino acid residues, plays an important role in maintaining
protein homeostasis, participates in the post-translational translocation of secreted proteins and membrane-
bound proteins in eukaryotic cells, also can bind with SEC61 channel to regulate calcium homeostasis in
endoplasmic reticulum, and is significantly activated during ER stress recovery to maintain ER volume and
size. This paper systematically expounds the function of SEC62, the regulated signal pathway, and its role and
significance in diseases including virus replication and various cancers. Based on these research results, SEC62
may be used as a new target for antiviral therapy and accurate diagnosis and treatment of tumors, providing
new ideas for the development of new drugs.
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P R EAZ A N A SRR A . RS
B TRkt EE MR . BRI
HEARMA R R, (A %E A RES
FRJE TR BRI B L TR R A T A g 5
B, T I SR R R AN PN R S B R I R
s B . N b Py 5 I () 38 B 75 ZESEC61
SEC62. SEC63X3Niz NS, elEH
BIGHT A5 B B 5 AT AR 5 7 3 9 5 4 ol e v Ok A
FREEMERY. FER g, HREH,
SEC62 /g8 it il i EF T2 )7 5Ca* &5 &, &
SEC6 118 E 2 AH BAE WS N BT eSS, 1m
UUBRSEC62 8% 48 A4S 8 2 11 30 1 77) = %0 fr e
(trifluoperazine, TFP)HEMS I 3R 4N AL XF Ca® 2k 1 55
B P 5 R UM R A SEC622& — Rl
JRI B TSR, GBS B AR I LC3ER (145
&, Rt BWER S IR RRL S, SEC62/E PY i W B
WK S B R B, AT S Bh R i B 4
M 240, ZAI KA TaE A0 as, 4ERE
RRARFRFI A /N, SECO27E 4 i N 15 5 3 Sl % vp
WRFEERLEENMEN: SEC62iEIT 5p-catenink
FIgE A, MmN b B AR, AT S Wt
TUFHEEE N, SEC62REME HEIRE 1 i B2 1L 5 14 K
FIHIRE L o-C-Jun% 3 A i ¥ (c-jun  N-terminal
kinase, INK)#EgS 5 HIGIERE, MHH] O EZE
J% 7% (foot-and-mouth disease virus, FMDV)&E #1",
AN, SEC62HE [ I iy 22 1A i 35 52 A 22 Pl Ve e
PIRAE KIEAARTGIERE, BEIRE 5 51
R T SEC62E FEN . s, Hm%k
WHLEI R RVET, 32K SEC628 (H1E N A JSE
B> AR AT RE s, {HSEC6248 7R H
b g iE R S R R 0 T ML R R B & AR AT A A
BB ge, HEATE PN MR RG0R £SEC62HH K
gridsrEE., Kk, ASCLASEC62IhAE N KR &, &
Xt SEC627E I 7 5 il S 22 Fof oI 41 P p R #4811
FARNLEEAT B4, I3 I SEC6 2 FI1E N
U B A SE V(R VR T R Ay e Re e, it —ob
It s,

1 SECG628fit

SEC62 X FDtrpl B TLOC1, X7 T & AN
46000, H399NMEIEMRA L. NSEC62FEKAL T

3q26.25 Ytttk . SEC62E ANMIER 2, 1&
FUOR AR ROZURR . BEME. T 5. . FLARZE Ak
HRFFRIE, JCHZ B W RIE K s
SEC62H H 2 A3 AN B i i ESEC61/
SEC62/SEC63%%ia 5 G 14 1 B B ooy, [l
WM ARz —0, WS R R
JEPRJE U . T AL, LR AR G BT R
Bi. CRISPR/Cas9F i 1555 1 4 A W) 2= AR 53
BT, RIBISEC62E “V” Rlghty. HAWAEELE
FJid(transmembrane domain, TM)FI—/ M FH %
wHE B3 EAF H 4 M (LC3-interacting
region, LIR)(EI1A), F H i WA 25 5 45 1) ok B
&3P (&), Hr, SEC627S LLidid
FENU I — B M 2 5L R 5 SEC63 K A AH HAE T,
{EUIX AR S S TR M R I R TR AR, AT
M EAER 2855; RIS, SEC625 AN ik 2k f 5k
(1% 5 C A i [X 3 A7 CE W E 145 5 /7 5SS 4 & f
s B AP AR Sk 2 S R N X
B, RCFRTE R AR I, 30N
FEIR N B 2020 R K IR <7 BOE A, IF HLIL
B o m K, B s maE s K TR S W
JRM IR 45 A E B E 2, X U B SEC62 218
i A E X S5 SEC6 LB iE 45 A1 SEC6234% kb
EAEMILIRTE Z Az b s BE AR ST, 8T A7
REfs 5 F AR B ALC3IM ELAE Y, F Hb
o PO X R A L, R PSR R R
J5 B RENE K 2 A0 A I B S 1 A i B
Wi A, AT AT P o IR R P R R AL T AR E RS, (H
X T8 A U e T B

2 SECO2HIEMFINEE

21 N EEARERS

B ) 2 0] T 2 R R P TR D e R K
B2, AL Rz e S EURE . AN KB MR R
S Fpm R A" . W EAR S AT AW
B, — MR T EAE 5 IR WURL (signal  recognition
particle, SRP)WILEIEG AL, H—F2HTHEH
55T A I K M A 22 K FE AN A RE Ak A o R
ISRPIR I, AT 75 22 i 51 ' Hsp40 F1Hsp 7055 )
THAESI SEAZEN RN LABRES M. 7
HAZAEY R, 4y b B SEC62:@ iE HE N A R
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KA, AEL I R 7 BESEC6 13 5 9 A 2 ) B 45 i
HEHSEC62. SECO34 A TEMSECH &Y, X aff
WEM I AR TR, R W B B o T HE
B BISECH A iatk b, i 5€ Bl % J5 5
AU, BVRS S A4y Nt R B ()40 R A%
PR G 2 Ik, < 5 fE15 8 B WHsp40. Hsp70
52 IREESE G IHE 2 IR ISR B N T s (2)
Z IRBE RN 5 5 )7 5 23k NSEC6 LiliE, JF H7E
B TE NS INME 575 5E S IKBEN 4 & (3)
B S A J5 A S 23 TR AR AN BiPHE £ IR IR N
WM AT & 5& WM T . SEC62-TM2#
SEC610a-TM7# B U F15 5 FFI Il . B
o EE, SEC62t 2= [H 1S 5 7 5| WSEC6 13
TE I TR T HE Sk BT 45 5 K B g NI EI AT R
AN, BT 2 NP 5 s N iE N B AL, K
S A 22 IR HE BTG BHAS B A 57, SEC62
REA% BH 111 o ¥ 18 N SR AR SEC6 1381 & 4 15 1)
e, T EBAE N SEC62/E R IR 5 B i A
TR IERIVE T IO 7% o Lakkarajus!"&
L, RNAT-HE3 5 SRP& 12 7 B A% 41 g 1 SEC62
(ZRIEKF, T FLsh 4t , H100~1601%
FERR2H R H B A NK IS 5 77 5 R 35 5 A/ ik
H, BT SKIISEC621E4T#51% . BhadraZg!"™
W RIL, EARNIN, Sec625Sec63% A 3 R 198
AZ o R AR T SRP R 1 2 ()R8 5 2 A 1 1)
iz, RWUEATN S MR BESTFHRE
B o LangZ5!" Wt KL, UIERANBSEC623EH 2
Ja, SN AR B A B RIS 5 AL ) P 5

(19 R0 R BAEAEG, 1T AS 55 1 4 B 1 11 B4 N g
JIRAESRINE B IEH -
2.2 §ERSTS

PRI DX 48 o PR DX R 9 R O B R
e, X AMA@ES) 0 EE . LinxweilerZ i
FERI, I RIBSECE2RFEM P i X i Ca® ¥ HH 5
HeLaZfi 03458, {HITERSEC628id Fik B ACa’ &5
BT IISEC62 305, 5378 1A 23 {4 AT 5 P Ca® 1
TN, AR Heladt o 45 5t 5ol B 48 SR 40 o 4 Ca™ i 3
(1 P9 J5 IO 7 S5 BB, S i 1 e A PO 7 8 245 )
BB D K (thapsigargin, TG) 515 X thCa™ 1)
M. ZHTRIEKI, TFPFAISEC62Y T fitilid 5
SEC6 1oL 4241 ELAE F AT k2> P9 5 ) v Ca® 97
th, I BB E X — 1 i SEC62 1) CoR i 45 F 45,
HHEFF-5: 5 SEC61affINA it 1 6 MR LR IE HE AN T
(7. IXIIE T Sec62fCa 4 & H X N B M Ca? B
BHRBIEH, LALUTERSEC62F11 H TFPRE % 1
SR AT Ca™ S 1A 5 5 140 PA) R ) 7 B
2.3 g

SEC62 72 M .3 Y 48 it 0 B 84 4 J5it 1Y)
Wi 52k 2 —, i ORI — MR S B LIRE: 7 i1
WIS AR FLC3ZE S, (R F MRS
ARG . SEC627EM ML fZ (cyclopiazonic  acid,
CPA) B % #5 B i (dithiothreitol, DTT)¥ESHI M
5 R L P A R R R, SRR I
R B 16 2 VA R R AT IS B, I ZE
PRSI (R AR AR K N, X — S FE AR R R W
I+ HSEC62/r F1X — 1 F2 75 ZESCRT-M & £ 7
1 E F4B M ATPEEVPS4A R 1T 2 5 s 5 .
AR gk, SuEPR I, g 4N i
W, SEC627 g i K97 & & H X M. (unfolded
protein response, UPR)AH K FJPERK/#% s i K+
4(activating transcription factor 4, ATF4)i# i F1UPR
B FEHLC3 1T &5 &R BEoE B, HFIP200/
Beclin-1/Atg5 8 H R IA/KF-THE, XEWISEC62%K
EAKCE T S B G 5 5 R AR DG

3 SECO2rSRESEE
3.1 Wnt/p-catenin{5 18 &

RIE LI N B-cateninFE A B S S, #HFK
Wntf5 5 3l 73 )9 28 ) B-catenin i A Y FH AR 48 i
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[ B-catenin JE A RHHY B K2, B-cateninfe 42 B
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cateninZ> #f £ 15 % 25 (¥ 1 (casein kinasel,
CK1). BEJ5E A R i b -3B(glycogen synthase
kinase-38, GSK-3B). 4 IJa i 2 PR 22 1R 2 1
(adenomatous polyposis coli, APC). 48 H
(Axin)fE N I AR 2 & R B AR . A7 £ Wt 44
I, Wntlo & e SRR F RS IR E A2
RIS R 1-58%-6(low density lipoprotein receptor
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TZIE R, (H LI 4H AR 5T A R B-catenin AN 22 B CK 1
GSK-3p5F M Rt , BRI+ RARI
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enhancer-binding factor, LEF)ZJ%, M Wat
UL R R A
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HAEDLDI. HT29FILOVOZH il H f{imRNAKF,
AN E B HRIMG 1322 J5 0 4% 71X —A1F
M, UiBHSECe24H| 1 & EBAR S F 1 B-catenin fF
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Ab, FIH ST gt — B S B 5k T SEC62%f
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IMRNAKF, MSEC62DATALAR M A X —1E
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receptor associated factor 2, TRAF2) X155 1A
¥ 1 (apoptosis signal regulating kinase-1,
ASKD)ERE A, I INKEER 1L, INK
W5 Bcel-2 [ B2 1k 2> i Beclin-1 M\Beclin-1/Bcl-2 &
YRS R, K Vps34-Beclin-1 E&54), M
T AR 328 o 28 S 1) % %o TRE 1ot AT DAIGHS S 38
BEINK I R UiE 515 5 U AR, E WS
FRIL, IRE1oR)id kAU IE 58 T INK H) R IA K
F, MR WOEIRE1a-INKAE 5@ Bk i S
IRE1oFIINK BRI . L WIIRE10-INK 3 B% 135
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SEC621EIRE1a-JNKiH #% Hfd F 2 AEH . X HAEH
PLEEATIE TS, WuSEDREL, W RIASEC622 ),
FMDV & 4L (1) 4% 15 PK- 1541 il HFFMDV & FH AU 7
W R R, MLC3- 1 fEstk g, Rz, fE
MUIKSECG62 (1) 20 i T 45 B AH S (1 25 R . X R
SEC62i@ 1T JiHIRE 1 a-INK/E 5 i % £ i ##FMDV
WS 5 AR BOS R . Bk, ZE8KE,
SEC62 BB A NP EEIRTT FIIE TR AL,

4 SEC62RYEIREX

4.1 SEC625m&EE 4l
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FARN T BE K5 5 N 0T I S8 B2 P o P 2 38 e I8 A
S ENE, AR E S & AR . FMDVEK
Yoo 5| AR B R B Y B oA L, R R E T
R E T AR YU R SR R A, AR
590 Rl P 8 ARk 7R i R KB R BARE
ik B WA A B b P T 1 2 1 A 2 A | 1
P Y e, AT 5 4R BB D2 A AR T
TR BT o SR B LT . N T SR REIA P T4,
15 40 M 2 BOE PR A B N AR, B P 5
fis FR AR R B 2B K UPR, MR P 5 9 238
1% 5 T30 K (interferon, IFN){E 53 B I0E 26 K
PP R R N T . Han5P R B, 1E
A BRE 4H B BHK -2 1RV B 40 e PK - 154 /& G« FMDV
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aG>.220 QW 1 / \
p-Trep XD 0 FIP200/ T SEC62 ®
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l’ﬁ-catenin __'_‘Ay AXIN2 TIMES]
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E2 SEC62EHMER S FHLEIREE

REfE R PERK eIF2a MIATF6/5 544 5, 1l i %
fIKIRE10 &k K~ o] M| IRE1a-XBP1{5 5, X
KHIREof 5% F2&—FH I I PIFMD Vi 2
Jo R AGPENLE . 2 J5 i Rk B BrUPR T i
IREI. PERK. ATF6iX3/%:H, RIIRElaR 7E
PK- 1540 g h 3l HIFMD VIS5, T FMDVI& 45 3
SEC62KIEIK T2 B EFFK. tbAh, X TFMDVIE
PRX PPN R, i RIASEC622FIRElaRIA
Je A KRS E o« A B PK-1540 fig H RIG-115 5
5%, BHK-2140H0FRIG-IF 58k, BHISRE,

SEC62i# i i #5IRE 1 a-RIG-1-IFN-B15 5 3k 1
FMDVH5E . WuZEPHA kN, SEC622 P4 i M AR 5%
HWESZAAR, Rets 2 5077 4 5 I SO 0 2 )
1P RS2 FMDV I S il . 258K B, FMDVAE
T UPRIATF 63 6 305 H W, [FI SEC62 /¢

HEIRE 1 o A IE 1 R MR IRE1a-INKGH EE 2 5 H
W FE MM 2 FMDV & il s tbsk, SEC621EA—
Pl B B MESZ AR, 5 B WP G R FLC3 R iE R4
OGN EE A LAMP 1A L E AL (KI2) . X R
SEC62 BB 1 i 7 55 15 Wi A4 F 14 08 1% 28 Y g A g
A7 i AN T 22 it P9 J5 4 S R4 R FMD V&R ). A

[Fk i, SEC625 MBI HIg&FMDV A i
Z A BB RS BN VEAHIE A, I HRF SECO2 i 14
5 W H g 5 FMD V5 # 8 il AF F B R R AR it
FMDVJ5% #6797 8 . 1T SEC628EU5 1 A
BRI B4, Rk s 1k H 2 BIFMDV A
(TR S2 HUFMD VI B T TR 1) 7] 47 505

4.2 SEC625J=4E

SEC62f AL 25 B W I o 3 kB 3500 &
RIS, JreesEsk, ZWMBFREH, LRGN
HIERESECO2INmRIE, A, B, Kk
L EHUE. RIS U0 . AL AR
1 i fir e 2,

4.2.1 SEC62 5 i 7%

JH 968 A A2 BRIV BB P R B R HE A 5B
WEERE, JF B RS A RIEEFAREHEN
BRERmIFIBAD. SIEF K ARHALSH L,
HCCAH ZHH SEC62 114 /K F 5 mRNA 1) 1A /K
BIRET s HFEVIBRAE, 5 EH LR 5k
JE BN A% 4T M HR SEC62 1) i 208 1T DUME R HE 52k
(1 fe B 8 b 2 —, W 98 3% 8 o S % Ak 43 i Ok
W, SEBEHSMEL, 7EFHEE R EH FSEC621
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FIEIKT w1, X E HISEC62 1w 35 5 H e 1)
ARG EEEM. FE, B shJEd Rk
SECG62% E R T Huh 740 e R AR 28, 1 i
RSEC62H K BELIWT T Huh 7480 i 13T #2 AR 22117,
EULHASEC62 5 e it # . {228/ ) W3 1k
FHOG, XX TR G E R MR R HEE.
MengZ5 THF 58 I, SEC621 T 1 21 5 lg IR 0%
#7175 (plasminogen activator inhibitor-1,
PAT- 1)1 83 PR B B 1~ 52 44 8 53 15 B 02 11 B (tnf
receptor superfamily member 11b, TNFRSF11B)[¥]
RIBKEREAG k2, WIRIESEC621 7] 15 2 [F]
50, AN, RURSEC624: i PAL- 130 B4
S M K. XK 7RSEC62 (845 i PAT- 112 3
PR A E FHCCHIMR I A= ik, IF HE g 2
HCC 8 # rp 51 B 1A A BT %

X Lesk LT SEC62 7] VE NI 7E I R 22
ST R bR B, EIRIRIGIT TR 2 1E
RS ETER RN T, FEERE, 407
SEC62 5SHCCHMIIEH . 1R 28AH SHER Bk 71 HL
i, RIRERE I ¥ M & Ko/CAVIE 5 F&E
RHCCHE R MR, R 52 i e 5 F8 fl 2
RIIME A K. It HIR, PA-ITREZ—FIRE
WE R JIISECO21 ¥ 2 K, {HSEC62X) T il i iff
FEPAT- {2 2 8 A2 B i AR R AL G 75 20— 20 1)
W5
4.2.2 SEC625 B 7%

B R AT AT ER AR LI TE A6 2R G0 I R
He5 % B J g LR TR BL, SEC62% X
R HAE B AR RS RIE, MAKSEC62PEMK
T BN R . R TR T X
FKUSECO2 RS IE [n) 775 B e 1 K 4B Sk g . [A]
W, fEE B VGESE, miR-4429fE W55 [HMETTL3 M
AR Em A 5 (1 SEC62 B4 fif ke BELAS B 8 (1) % Jé
SEC62%T T B piE# . (=78t B A = EAE
Flo SuZEPURIL, TEARPN AN RIASEC622 BT
Wi TIMP-1 FIMMP2/9~F- 47 KA 12 15 J 4 i (1) 1 % %
1RZERETT. WAL, ZWTITIE K ILSEC62—J7 [ fgt%
{fPERK/ATF45R A& Fifl; n— 7 Rets HLC345
4 [ FH#FIP200/Beclin-1/Atg5 2 % _E i (1K2).

XUE R LW, SEC62Z 5B IEN K
A2, BRAE T SECO2REMAT IR IT B A TT#E AL

HH 7~ T SEC621E 5 J B A A FH ML ] ——
SEC62 & B MY 22/ TIMP-1 HIMMP2/9 2k i {12 i3k B
AR, KRS 5 AT & E A RN UPRA G
[JPERK/ATF4i i, LR UPRIKETFE+H SLC3M
454y, BUEFIP200/Beclin-1/AtgS M TGS B Wi 72
ik 15 9 1 R R

4.2.3 SEC62 5 g ik &

AE 7Y 41 4 ¥ ¥ (atypical fibroxanthoma,
AFX) A& —Ff 45 28 I 5z Sk Jofrgga b Jofeggs ey k1
KIAR BB T = AR, Harxd H it s
2 1, MiillerZE 064 14 AFX H 259 1 4 2
5 i RR A AR LU, R ISEC6230 1k /K 2 2
T, RHSEC622 5 TAFXHI KL, HHEAEAFX
A LR R — D . BERE L
— ol BT AN G 1 2 R R P R . Miller
SRR, W TR B, SEC62/IRIL
HESEUR ARG R4, JFH
SEC62[1)3IE /K1 5tk B 45 DL fo izt b T 7% 1)k Je i
M . Sk 20 R W5 IR 40 ffL 4 (head and neck
squamous cell carcinoma, HNSCC)&—Ff & i F &
R 2 LT Sk BB AL A R . Wemmert
T g o 38 3 G AL AL 22 FIHNSCC /%
SEC62 KL K- T, ARG X452 CRTIRIT I
3524 W FHHNSCC 5835 1) 11 R s 325048 70 A 3R B,
SEC623 1A Bt 1y Aot A4 I A Sk 25508 kbR 4 g 26 2 119
AT CHE B BB 2 . 4h, Bochen
SR, SRR A LG, HNSCC 2 1tk
B4 B P SEC62H H = 1R IB K, XK
SEC62 1) 3 ik RE 8 FEHNSCC Mk L #52; If
HidRIESEC6278 1538 5 UM-SCC 140 i 1) iE# fig
71, FIRSEC62MAFBAH I &5, (E % 41 38 56 &
A

X sE L SEC62AEH5 2 15X = Fh i ik
e R RIEATUE ISR, FAR I = Ff R ik
FEMEUEFEN, PEISEC624 7 S N E I IR R
YEITEE AL, AR BRI 23 1 LTS 5 AR R R gk AT B
RN HIE 5T
4.2.4 SEC625 H At % s

3QROZ WL E HUE . A SIS . IR .
i3 AR A /) ST B 6 55 22 Pl RE R, X AR
DRI 2H o 1 L LR, R B 5 R TS K= 2%
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J 5 A2 2SR AR BRI S 30 A B O R R
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