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Abstract

As an important organelle, endoplasmic reticulum is related to protein folding, calcium ion ho-
meostasis and other cellular functions, and various intra- and extra-cellular stimuli such as hy-
poxia, nutritional deficiency and chemotherapeutic drugs can cause endoplasmic reticulum stress
response. The research reported that ER stress is closely related to the occurrence, development,
prognosis and chemosensitivity of many kinds of malignant tumors. Therefore, this paper aims to
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investigate the effect of endoplasmic reticulum stress on tumorigenesis, development, and che-
motherapeutic sensitivity of cervical cancer in particular.
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1. ARMMNBR M

NPT — N B S 4ERF A ARSI 2%, HEAG . . AMECAET W R A
FRFE . Ca' a2 FAlINAEAE G 1] [2], BRE. EFRRZ . 0T 25055 2 Fh o Y M SR 1 3
Yur 516 Y 5 X S V. (Endoplasmic reticulum  stress, ERS)o fETCMIIE LN, WU ZEE 1o (Inosi-
tol-requiring enzyme la, IREla). RNA Ff P4 )i I (Protein kinase R-like endoplamic reticulum kinase,
PERK) A #id # 5 AT 6 (Recombinant activating transcription factor 6, ATF6) 5% & ¥ <5 1 78 (Glu-
cose-regulated protein 78, GRP78)fHiZ%, 4 ERS 45 5|2 K413 8k iR 1 RARKS, GRP78 ¥4 M IRE1, PERK
I ATF6 R, AR ITE 2 e, WS RIS 5 H R B(Unfold protein response, UPR), PAZ:FR P
P R R S BRI R E D, HEMT4ERE AR NARAS, H 2 P 5T 52 B 5 R ) BSOS AL K
V4 S5 M s AN 2 B T 5 R 4B M T3]

ERS F#Z i H A HEE. PERK. ATF6 fil IREla =FlEA T AN IR R AT, X =AME RS
TURIES{E 5 T LUBE IS S C/EBP A K H(CCAAT enhancer binding protein, CHOP)R i S i 7215
5, CHOP W LA FHHTIH T T B 40tk C29%-2 25 FH (B-cell lymphoma-2, Bel-2). {2 T-AF Bel-2
FHOR X HEH (Bax), 5 AR 4H M T o (7] A 5T 0 R 2 ar A 4 i A7 1Y) = B B FJLRE 52 48 (inositol- 1,4, 5-triporate
receptor, IP3R)F1 % J2 5& 3 {4 (ryanodine receptor, RyRYEEL Ca®*, 1R HELKIALN M a3 ¢ IR, SRR
MR ¢ SR TR AMEEE R -1 (APAF-1). — BRI (ATP)FIHT R 4 % B2 £ 1 1§-9 (Proaspase-9)4H H.
TEFIFE AT E Ak, MBS caspase B, FIACAIMFIT[4] [5].

2. BHERMRNHHEX<EB—GRP78

Hi AR A 78 (glucose regulated protein 78, GRP78), M4k RE A EMELE S EH
(immunoglobulin heavy chain binding protein, Bip), fE& FIEMITE. M. & AN T 90 .
Brdi I HE A R 4T & A S A IRTE B R ¥ B EAE A . Hass 1l Wabl 7E 1983 4R 1 OE U, H T 1%
EHEMT AN, HS5E7W Ig EEEFAMHE, Sl NERRERED. 1987 4, Lee S1E miGH
Ak gup b ORI p78 KIA, W T HIHFEMI A MRS, MOFKZEE N GRPT8, WHCARVARTLEE 50 [6];
BE— kTR B Bip A1 GRP78 AFIMEH, HS5RITEIMATEE Ig PIEEMZE, I GRP78 {F 85—
N ER HEE A, GRP78 ML A 5T SR NI AR S0 UPR FRSEAC 11 88( 7]

3. AP RN S Y E
Wi dEH ERS. GRP78 5Bt Mg Sz U5 . WE 5248 H SeARE 40 b GRP78 5 i I ysd 4 3%
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BA IR R R V2 T G P 0 AR TR A S 5 200 L 8 e 55 5 o 40 R FAH OC[8] .- Thakur 55
[9146 5 IEH i REAL LR B, RAR S8 e 41 20h GRP78 HIZRIA KPR FEIR 4 « i 1) g i 41 4B 55 7
B Xu S0 B R = LT (Gesa) KL, SIEHE . ML EE, P J5E 9 S 0RH 5% 266 8] 7 e 47
G B U 9 R R AL SR R 4 Lee S5 RIS A GRP78 [ RIA HUR B #H L
HRAFIRAE; GRP78 JEL M E HMEE B Al p38 A 402 FiE b & (i (p38 Mitogen-Activated
Protein Kinase, MAPK)if % 5 £t \ B i7de K AEAEAR[12]. Luo [13 55BN 105 A7 5 e 3 b s 41
2l GRP78 /K1, &I GRP78 RIS HMCAEAFRAM KL, HRIMEN L GRPT8 RIA/K 3 =BG
FIAN M R AR TR . AR ) ERS 52 R & A . R8T A

4. ARMNHRNSHERAFESETEXR

AP Ca® ELEE T Ca® . ZRKifk Ca®'s PITII Ca® %5, PR Ca’ 1 E ARG AEHRAL, AEfTT
o5 88 7 B R N R T SO B R R A . I Ca™ MR E R =AM S BLRIE M FST
Ca’'-ATP BEHIE NUIRAS A 76 UL L rh A 2 2 1022 e s 2 A R = R VLIE 2 4k, DA b =ANil
W GTT Ca¥ WH[14]. A Ca® REEIHE (EME, EIREEERL. &OMG AT 2 Fhi
P PR 5 5 e i PR DGR F . AP Ca RS Xt T I A0 MR 4 B I LIE S TR S OCE 2E, 4
M Ca® AT TH i SR R T R N . ZRRifR Ca® BREURHE AT A AR ATP A R4 i 77 3% B 5
T, LRI Ca HH P 3 ERAR KA Ay_m FRAR, HETTE S ERRL AR T 7 (i 60 3% o) B 2 i
Hrf, IMTHEE AR A T2 42 15].

P P RS A Ca® RS« AR AT T4 Ca® AR 1) IR 3R 3 P i I 51 6 A o I R B, JETTT 5 3 UPR
J )3, GRP78/Bip mRNA FIE (/K52 Ca® WRIEIIAAT, PR M RO 3 (0 E A T4 A Ca® Fa s
[16], [FRS GRP78 MEN—ANP RN Ca® BB (1, A LA P 5T 945 8 - A1, 0611 i 4k oA A ] i
FR[17] (18], M3k s fa#s b Ca™ HOFESR s AT A 3 BUNMA Ca” I #ETE, FEEMMAET(19].

5. PRI B 3R B S I SE T 25

IVEAYE Ry —Fhan B B AR R 25, CPEIRIR I 30 245, nEd 5 DNA K4 SO ] 7 A2 22
IXPER, 52md DNA B, 51 DNA 565, M5 M@ 4eME T-[20]. ARz A
FEAY e, B0dE: BRZHZ. B WUNSERIRE, AU S OB 4 6 25 1 1) 3= L 2 — s IR 52
Ca” TSR B (B W AR B A B, IXLIE SIS FHLEG 3 — 20 SR R A i 0, Fii 2k
FIRThRE, WHFE ATP KA T21].

HAT, A7 2L 3= Z AR 2RI b . R S SO BRSNS S . AYETEL
A5 A8 B DA K 259 BT Sl A8 T RN REUESS: . LN ISUEATIR 24 10 0 P L 295 DNA B E 3N, 254
ARFR SR . AR RIE I ISR [22]. HNTEASFHLHIE 4%, lE 5LURRHER G 1) SIEMTE
AN IR B8R0 s 2) DNA UGB E N 3) W1 K 4) L - A7 LGS 5) DNA H3E{bk
A% microrna BT . S AE T4 FRUARFAE AN RIS S AEAR B IR IA (23] B FEHE HY P 5 I 38 I 5 U i
Y YA C . GRPT8 X ALIT TN 52 (1 1 5 it Jeg B AR ARUAH O o A o IO 238 S v AH DG B 1 GRP78 i i
7 PI3K/Akt/mTOR . 25 A I B 4 (c-Jun N-terminal kinase, INK) DL F2 4% PR 73005 ) B 40 R 1K) k-7 18 i
% . PERK-elF2q i % . ATF4 8B 55 50 0% 75 40 M J W A gr Mo =, 01 R on S . 400D s B
AHMYRE . N BEAHMOIR 4 e S iR A T R 29 OB [24] [25] [26] [27] [28]s #FHEERE 263
(ZNF263)/E}9/E ERS 45tk 72—, 5 ERS MK HMEA>, SEBUFRIREAN 25[29]: BTN
GRP78 £k /KT il LI hn SPCA1 fitifes 40 il . EC9706 £/ I8 2 L xh A ALy (K BBUR M [30] [3 1] Belfi
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SE32B N EI GRPT78 FIA /KT A LA I & i 41 FR(HCT 116, SW480. VACO-8)Xf (3 I H17E Py
SEE T I 0 I DNA R IEAE I B AT 250 IR R o 50PN 0 R S8 B8 I I 5 A6 i 24 B S A K o

6. ARMN S ST

B A MR A R G L M R, e M AR DU KR LR, 2018 AFET AR5 2924 570,000 1,
T L ERIRI 6.6%, HZ) 90% 5 U AL TR AETE PRI B K [33]. BamrkA . RS m e
HPV FRER G O, o ERRE 2o b W HPV IR G A4 HPV16. 18, 52, 33 45, AN[EHLX A543
i ARG AN F] [34]. TR E S H 20, GRP78 & &l N KR JE i 5 (Human papillomavirus,
HPV)JEYLH M0 2 rp KX R B3 = TR B A HPV ) HPV BAMEZHZY35]. AW FiHeH HPV16. 18 &2
JiE R4 ERS MG AR IA /K (GRP78 %5) 1 . T HPV-6 Al HPV B & #i8 FR4[36]. 1BA%5E[371 K3
P P 7 3815 751 RS o P O P SRS, BT DA S B NIRRT HeLa 4HM 1) 547, H 5541755 HeLa
A F MR K. Luo F5[38]1N 9 GRP78 e n AR B 5 M G K 1, H. GRP78 JiERE n] 14 n i1
fif 24, GRP78 8RRl BN B HURE AT FIE A, AN GRP78 MK T3RIA L & 308 G B 22 . Tla R i %
FHK

B H BT 9C T P95 X S23C St A0 TT BRI BRI T i ELAS AR, 90T N BT I RIS AN [ R 5 A
HAL ST U AR PRI FEBE OB =, R T INEEAL I AT FE A b T2 FOIRAS s (B BEE & 350 K 4
m, HEFERAES, RATFEAWRE S I 25 ALH], SR R IT 7 AR TR AL, AR
HEHEBFEWE, BRI K E I v RIE H TR

SE
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