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Abstract

Nutrient deficiency, hypoxia, ischemia, oxidative stress, and DNA damage can cause the accumula-
tion of misfolded or unfolded proteins in the endoplasmic reticulum cavity, that is, the formation
of endoplasmic reticulum stress, followed by a pro-survival or pro-apoptotic effect on the body
through the response of unfolded proteins. The definitions of endoplasmic reticulum stress and

EFIH: XAE, 22K P95 RS S O TN TR S BERE ]. IR R EE SRR, 2022, 12(9): 8801-8807.
DOI: 10.12677/acm.2022.1291271


http://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2022.1291271
https://doi.org/10.12677/acm.2022.1291271
http://www.hanspub.org

HEAE, K

unfolded protein responses, the signaling pathways associated with unfolded protein responses,
the pathways by which endoplasmic reticulum stress induces apoptosis of cardiomyocytes, and the
reduction of cardiomyocyte apoptosis by regulating endoplasmic reticulum stress are reviewed in
order to provide strategies for novel treatments for cardiovascular diseases.
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WP e s A RS s R AT A TR RS R B A PR RS A 7 1)
Pr. EEFEREE ARG, BAENF N IERTE ML, NI EA R bR IEE B 5
JRERIER], Rifr S s QAR B8R AR AOR SRR L] ORUE PSR A A BE IR 502 P9 X R AE 3L
HRERI L 26 ARTIT, PSR AT 32 B A4 BERE SRR B G OBk ik, g FRah = . Bh&ACL s
AR DNA S #8RE 5136 A 5T WA JEE A B T B R IT B i T ROAR B, RITR IR B RE B [2]. N T
UERE AN BT I I hBEAN CRAE SR (U IE T &, RITRE A RSLROENE — RIE T, RER i R
3. mRNA FHEAME BB, DU ARYT B BRI & & R0 IR A B AR . AR
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ERFFERARITREAMNE IR BEANNS; @ F3 AR MRS RS, R RITEEA
MR BEANE: © FAN MBI AR, 18 A B M & & H B3]
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RATE R RN EZEW S P X P i AR AT S R AR RS K 3 RS IR AR (R IS 5@ . PEKR
W B N (PERK) WL 75 3K B 1 (IREL)FIEGE 4% K K1 6 (ATF6) [4]. PB4 T FEAE A & iE R 5 e
78 (GRP78)1E A A Jift I A 2 A B 70 S I P 5 X P9 AR HT 38 B 1 AR R 7 TR R ¥ 5 B L, ) 24
PR S R 3T B i RS bR E R R . FEARERAAE T, GRP78 5T M N ) PERK. ATF6 1 IREL
iy, AR mE A . RAENRMBEE, GRPT8 #ii 5 ArSokiiRir &R AML &, 1kt
PREVIERAT B, BRI & R A BT R AE[S]. Chen [6]55HF FT AL ST SLEINT, GRP78 7} 1%
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VR AR S I DA AR TR i AR B B N [7]

2.2.1. PERK i&f8

PSR SN T PERK RSG5 A& RE V. BRER LA ) PERK. 19— R BRIR th FAZE A6 H 24
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2.2.3. ATF6 i&%#%

PSR I RENT ATF6 585 2 /R B, JRTEAR LR e MR D) B, RO & e e MR B S 4 7
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S ATF-6 fERE S AEIBE/K-F L1l CHOP (3631, 8L CHOP ik W51 N[14]. CHOP = #i@id LA ik
Al ONamEET: © CHOP nliEididfE BCL2 EAXEE SAMMEET:. '©nl i BCL2. BCL-XL
A MCL-1 15, i BIM f)3ik, S3 BAK Al Bax HIZAR N, &5 RIFT- IR B[15] [16].
Ak, CHOP J#i% S 21 Bax & [ MR 46 75 B Zekifk, 33X caspase-3 IS, 45 B R AR M A
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FHH-1 (ASK1), IRE1la-TRAF2-ASK1 {55 5 &S INK [20]. INK Al LA FISEAFEEH: © B
TE IR INK @ (B A TR 3R IA, FIRHDHIPTE T 7 RIE, RIERETIER; @ Budi INK B
WY WEMEE, SEUESFASTIN, BEMIEL Caspase-12 51 R4UMET: @ WS E 1 INK if Al fdi 4 ki A
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2.3.3. Caspase-12 iR ZRiFSH LA ARAT

Caspase ZXJ2& 5 FANMF TIN5 i@, EHRETESESPEROMAR21]. EEHLT,
Caspase PAJGi 14 i )i 55T 4 (pro-Caspase) (T XAFAE, GG I /K AR, I S I I 87 15 2 4 i 1)
T Caspase-12 AR A2 N T IR PR L AR ZR LA 1 ) T 845 [22] - P95 R 23S, Caspase-12
WO 31 42 1H 51 & Caspase A S AR TR 4%

2.4. B EIA RN AR A AMAT
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SHAPE T
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Yue [23]55 R FH /)N BoCo 28 JULAH MR Sl g A80/ B2 S8R MR AT 98 B, SR R TiAL B W] N GRP78 Al
CHOP &k, [R5 PRARE R rh A i (3% ¢ IR caspase-3 HIVEAL, IS5 R 38wl id it ek 55 P ot
R I PR PO 7 3525 ) 200 B 0k A A PR O LA B e 52 S SR SR S B 49 - Yang [24155 3 3 KRG AL
M AL P VEE VT AT AR SRS, R I AL T TR T A 1) PR X SRR el o LA BRI T, AT T LR I P
VEVESR RIEIRITE A o Lu [25]45 8 57/ B Co FL R L P88 3 (MIVR) 437 47 A A A5 B AR R R RO LA
HOC2 i I/R RAMERL, BRI 3E BB IT AR N AA SN @S i ATF4. p-PERK Al caspase-3 (1)
KT, i A J5R X S ORI UL B R T2 SR S MIVR . Zhang [261%% &% A5 56 Bk 52 v] N R Bl 4al/ &2 420 HIC2
S JULZH B P 5 DX 7 SR S 5 R 1 B CHOP. cleaved-caspase-12 and cleaved-caspase-3 17K, MIfiig
B N BT SRR JE T2 0 Yang [27]55 8 78 < 305 7 IR R e o 4] A J5 D SR DG D e B A T R B
XA 2 BE15 5 10 HOC2 (o L4R M R TR BRI E AL, I HOX R F AT 8 515 1 S (ROS) A3 (149 14 Joi ) i
BAHDC . Shi [2815 W 70 R BUES & AR AT LA R A —2% ER MNMAHRE FI/KF, @1 GRP78. PERK)AI
IRE-1a, PAK 5 ER SOEcH ST T K 7Rk CVB3 i SRl , M)W T . Qian [29]
SR VIR R IR YT R B B R M L R SR I S R P P R T A DRI R R, 0L
UM To0 D, AR B IREEREE . Fang [30145 K 45 4L 22 e IR 2 K Al 4 52 a7 K RO LR AR Y, &
FHZHER-N1A (Tan-1A)R 0324500 VA B IRTTE 77, S0 52450 Co UL B A 3 T2 3 34 m-Co L4t i Bel-2 #1 Bak
)Zeik. teAh, Tan-IA g0 7 Bim A1 CHOP, /b 7 ROS Al H,O, (724, FEAK T ATF4 Al IREla [1)3R
ik, FEIED T O LA R R R4 P A AT RS . BT Tan-TIA JE I T 1 A 5 IOX S J80 A i 3 B 5
JULBEZEFI 40 B T . Chang [31]55 R I K& 115G 2] 22 32 L B2 1755 AR PR K B Co UL 200 A R T AN 42
A, TEMIKER MEHMXER, 45 GRP78. PERK. elF-2a. ATF-4 Al CHOP, ¥ KiE7R T ikkg4i%
AIYRAR 22 2 LR A S AR PR3 O LA m Py J5 DX IS8 4 P 4 M R

2.4.2. AIBTTHRRMEEE RNA

Xia [32]55 K H & W 45 L 28 R AG s Bhe K SRS A, R IR 2 9815 5 1 O LA e A CLP 15 S Ik 23
JiE/IN R ) miR-195-5p RIA TN, ATF6 RIA LI, I H miR-195-5p nJ LA 25 ek 55 5 MR #EAE 75 5 11O JULAE
ARSI SAE, AHAYET: . Zhao [33])Z5:HF 78 & Bl miR-17-5p 7E Gk A0 B AR L o Xof Py Jo2 o0 7 385 SO JU LA
J v T AL R A R E A . Wang [341%6 8 57 5 'S B IR R T AR OEAC KA BRI N 0 F) 32
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VA, ORI 1,8-F i@ HI ] miR-206-3p Sk ER RIS T RIAMIIE TS Qiu [35]5F A 7T K I
LncRNA AC061961.2 ik % ik fdi GRP78. CHOP. Caspase-3 fll Bax 7K F-B#{%, I H il #% Wnt/s-catenin
O ) N J5R DR LS A e B o JULE R BRI M 12 L [36]45F 78 &K 3. IncRNA Dancr i &1k
JEIT AR IE miR-6324 R4 HOC2 LWLANAE %52 ERS %4, M ima s 4 T, 3958 | K2 ER .
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