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Abstract

Mitochondrial unfolded protein response (UPR™), one of the hallmarks of mitochondrial stress re-
sponse, has been found to be involved in many pathophysiological processes, but relatively little
research has been done on the relationship between UPR™ and malignancies. This article reviews
the regulatory mechanisms for UPR™ and the research advances in UPR™ in prostate cancer,
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breast cancer, lung cancer and gastric cancer.
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1. 5|8

2k A oK #7885 A [ M (mitochondrial unfolded protein response, UPR™) & —Fl 2R RIAAR N U B, =2 F5
LR R T AR EARA R 120 A& T, 5230 Hi% DNA it )2k A Rk v 25 B A
ity S8 5 R 2 SRV AR e T — A L SN[ 1] ERFERRLAR N 1) R B3P0 T 44 1 I A0 S ) A B
TR, QIR SRR A (B4 5 J AR B [ fi ) A 1 B R 4T 2B P B 1 A BE A B T B S NS B, gt 2 0 K B
/,%ﬁ%ﬁ%EE%ﬁﬁﬂwMﬁﬁ@wmmmoEﬁ%mnﬁm,wmm§5T%ﬁiﬂﬁﬁ@
R, W RER N R R A AT AR B %3], &nf LS5 iR AT M (4]
O I ZR GEIRIA (5] SO I IR [ 61 5550 (1) R A, (R AE fiﬂ*ﬁﬁiﬁ@*ﬂﬁﬁﬁnﬁﬁﬂ@/[\ ML 8F
AN . SRR KZ) 95%IME E % DNA 4ifidh, ZoRiikd B B EAN BT & Bs 8 2o b4 AL 7 31
(mitochondria target sequence, MTS)# NZRLAR KAEVE R [7]. A SCHE UPR™ BIR 5 AL DL A AL 7 Wbk
J¥9eE v B AT 9 A — £k

2. UPR™ B985 #15)
2.1. UPR™ BOBENLEI

UPR™ EEFREPEGE, ik EREEREANEORSRFANHE RS ZBOTZR L. MEREk N 5
W KB IR T A REA SN PR AR, UPR™ BB . WAIBGE R (1) DERE M EN
(ornithine transcarbamylase, OTC) %R N VI G (endonuclease G, EndoG): B # /& JR R EHFT i B 5 F
g2 —, TREFENEA FERAEELRAR, 5P REUFERMER R FE OTC ik & PR, Al nszHi & H
(AT, MRS UPR™ [8]. 153 EndoG J&—FhZk R A% IRRE, 25 4 M8 TR 4R i 7 i B P R
SIS AR, S R S B M N R, R B A R TIGE UPR™ (3] (2) JELLZW). W4k
LA VR 0 PR A 1) 0 T A | e R I A, T R I P 3K A 2 A Ak TR 4 i T e R A AR 4 A G R
Ji A, FEHLEI AT BRI K255 ROS (7= 4E, Ja #0158 iR AR 409591 b AME £ S A 7L 30 V) 248
qJVQﬁﬂilﬁﬁﬂi?H;ﬁufiﬂéﬁﬁ 2 (nicotinamide adenine dinucleotide, NAD ") 7] L5521 #i% UPR™, F HZE K £k
HAVNRPIFEAR[10]; (3) HARKR 2 Bk Hspa9. HSP60. dnj-21 1 spg-7 #B AT LAT-HE &kt 2 El)f/'ﬁ%
?}EELT%E{)ﬁDﬁifﬁ%J(protem quality control, PQC) & %t, &4k T UPR™ [11]. A4h, FRTMHEZ
2 WoE UPR™ HETUIAN IR, 2 T2 MR ieE UPR™ G2 UPR™ S8, MHIIERKCR Hﬁﬁ’ﬂﬁfiﬂ
iid

2.2. UPR™ BYEEHL 1
UPR™ BRI HLHI L A A s b & AR, A EE PR LA I sh Y iR L],
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FF H UPR™ 15 5t 75 75 Wi FL 30 W 41 g o 8 538 - Martinus 25 [ 1218 70 & 30 it i 065 L 3h 420 26 00 47 1)
R S 1 R RE 5 T BRI 4 T AR AR B R AL, (AN S e 48 A 5T A N BT I T PEAB R IA, Zhao SF[13]
KPR RS MERA RO REW B TR ES T EEORNER, XE#EIESL T UPR™
A7 1E -

HEFRF 3 OTC FELRL AR hid 25k HIE e SRS, OTC i& IR TR, SEARAN
f) HSP60. HSP10. mtDnal] FIZEHi{k S (ARG ClpP # L, 1 e 11#9 L A#: T 5 X ¥ CHOP (C/EBP
homologous protein), JE K& EA1HI G 2)F EAFE CHOP 454 75 14]. WiFLah¥ UPR™ W FErH i — A&
B[R T /& ATFS (activating transcription factor 5), ‘B &2k HUZid FE# K7 ATFS-1 (activating tran-
scription factor associated with stress-1)XJ M. [FEIJEY), B WAE—MSTH], BHEE M TERAE[15],
ATF5 S LS 2 ki AR 18 8 13 40 HSP70 A1 HSP60. Hi/E4ik-5 (human defensin-5, HD-5) K Z&fi {4
T Lon S MRIEHHEFIEM, Lk RIBUN (10 7L 3h V4 Hu sl i re 1 f bR Dh eI [16]. LEAP,
KT UPR™ TEGME s b s L], H A AHRE R D . — MR U0E B 0 1Y) UPR™ 6 40 B B A Oy 1
H, REBT R 2RI 0 T (R SE A MR D RE IR, 5 OBEId 2 v] RE B R0 47, gk — 0 A (2 I eg R
AT RETE[17]. UPR™ Rl s i #e i o T 8 MR 08 12 8 1 RS PoEM & D 4 st T Rk 4540
JHTAER, MR A S B ZE R 2R [18]. Sk bR, UPR™ 7R a2 46 F (i 72 B AT 548
Bz, FEATE P B IRE

3. UPR™ B 50 T 4 P R ORISR
3.1. UPR™ 5H{%IB3E

Kumar 5[ 1915 7L &I UPR™ ) 2 N SCHE R/ B AR 8 25 1 60 (HSP60) AN B (/K i 5 ARG P (ca-
seinolytic protease P, ClpP)& i 1 A1 51| B & F B 75 1), HEMI AL 2& HSP60 @it c-Mye 1% ClpP )
RiE, J+5 ClpP RAVEMEAER, WEIEHEMEAATERLRAATGE. HSP60 YERFLEKifAr=E ATP
IZhEe, @IS B-catenin B, FE c-Myc i Britk 2 A8 UPR™ 4 = PR30 71 7 LA FELIT HSP60
5 ClpP MIAHEAER], FEAEA S HSP6O AR 2 A D Re il F BG4 4745 5, H UPR™ #1155 Hsp60
SEDR R SR va T T A A A A AR R R . A AT RO ST R R AR 4518 . HSP60-ClpP /1 5/ UPR™ X Hif
1 J g 0 AR AR O EE T, X O T A I 1) 4 TR AR YT B AE TR T Ml 1k Ah Amoroso SE[20]9F 5T R IR
FI ONC201 (— 7 UPR™ ¥ 77l R AL B AT 51 it A, GBI AT A UPR™ SGHE A 15 R 7 (1 ik sk
DEABEERL, 72 /NI S4BT, {E TR ONC201 A A 41 iR 40 A s 307 58 indiUs, 57 UPR™
E TG g b R SR B AN — AN E 1)

3.2. UPR™ 52,3358

BEANE FH OB AL s UPR™ 7RIS R AE AR R e 5 B Z/E M . Chen %%[21]MH qRT-PCR.
PEENHE, 49, CCK-8. Transwell {4 Al TUNEL %o iRIGFSE 7 UPR™ 72 MFUAH &b B fr L s 40 i
FVERT, S5 RARORIFEASE I MCF7 il MDA-MB-231 FLARJE 401 22 CLPP. HSP60 Al LONP1 /KF-(J M.
1) UPR™ #3 E47), #&75 UPR™ ##0E s 1f7 UPR™ 753 75 S I A% B (nicotinamide ribose, NR) A {3k 41
BIT IR FLIR A ) B T AR 28 . BRIbZ Ak, BEFE K3 SIRT3 (SIRT3 J& T Sirtuins %, il LR
(1) NAD WP it 2. il 5 e,  EAT RIS sE . DNA B8R . kit it BASPU A% 2 Rtk
PRI g 7E 2L e 40 M b 5 UPR™ /KSF-, ATT 5 3500 40 sk B A0 T BB R B, (R SIRT3 T ER AT LA
TR UPR™ SRS HHGT T 0 BURE, B b AR R, (2 B AARNLHI A #i[22]. #%] SIRT3
7551 UPR™ AT RS2 4 i 7L B 17 BUR P IV 7R VR T B8 A5
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3.3. UPR™ 5fff&

UPR™ 7E itz o 196 AH G 7 o 0 S04 5 1A 45 25 41 45 ] (mammalian target of rapamycin, mTOR) /& 4]
Jif A AR ) B R R T, KRR R mTOR {5 5 I8 A A% 78 5 A g 2 UIAe o, AR R
ROSE AT A6, 0] mTOR BEAE ZELZ IR 3k o Lai Z5[23 107 &8, Mafl (mTOR [)—Fh2N 2%)
TR RN AS49 Jili 40 i 28U BUBE BT 4 T 1. 7EBUT IR H, Mafl B Akt fRH M B RR b 40
i, JEE W ATFS BodEZekifd UPR™, Ui B H A5 25 v LS AS49 40 & b Mafl (¥ -85 E2 1A UPR™
WAL, T EUM R 4E MO BT B ARG N . A S RIS Mafl 0% 1 ATFS 4131 mtHSP70 H1 HSP60
s, HG5m T ARRE AL, 33 UPRrm KA. DRI UPRrm FRic4) mtHSP70 F1 HSP6O [¥)
Tkt E St BE A RTUGHDE, XWIRRE UPR™ (EfE Tilid Mafl-UPR™ iU #E 4 1F H
[24].

34. UPR" 58&E

UPR™ 7 B Ji h A AH G HRAE, Liu 5525178 B i LR B T IR A9 2L ] CHAC2, "B 72 i T #5321

“7 25 [ (cation transport regulator-like protein) Z i H— 01, HAZE:N 1) &R IS H LR Z TS, HHnr L
YEN BIEMALI TS FRIC o A AT — 8 BEAT HLERIR 78 2 W, CHAC2 AR — AN og sl N i g 15 5
UPR™ [ I (2 2 b 3 T2 0 5 0, {ELPEARBL A B 8fs . LA, Lin 552618 58K B, LncRNA miR-503HG
RefE it B A M e R A, BRI . R 28N B - (B FR FU%AL(EMT), [FIRHFEA UPR™ #3149
B, AATHEN miR-503HG 1 UPR™ A&AFMEM . @ HLHIHRE, MR 7 UPR™ MR 2T ATF6
Je, AR T miR-503HG FEN B AR AL, X0 B R A a7 R TR 2R R (27

IL.\—FI 'ﬁ E

ZE TR, W7 UPR™ & X781, &) UPR™ BSOS A B T2k R A A S I 4EH, 11724
LI o W i AT 5 B B () 2R AR BT T B R R B RTE, ERRE N R IER R RTRES S TR
PR R R AR A FE[28]. X T UPR™ BB FU e W) 4R b -5 58 SR AR S It 5 v, e Jie e mhoxt JHC Ty e
Z AL, @I HTCIRIR, BATERER I MAT R E IR R IR TS UPR™ JGn] B AR
HESAE PR RO, BOINIOBEREE, R UPR™ S5 P0G REWE A 45 W 5 A TR v s (EZ 5
Hh—TJ7 T, FEFELE R g UPR™ 5 5 PRI 771 Ja AR A8 i g ik e, i L3 i 1 e yd 4
LS IR o BT LA UPR™ FE G iR o R 35 AR F AT RE AN R — AN 1, 75 BERATE — 2D B 9T,
AR Bl o TR O AT, UPR™ 5 M g (¥ 56 2R B ALK i3 0 T HE oK o

=
2022 FEEHIE “RBORA” 173 RIGE L 7r[2023]195 ).
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