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[Abstract] Activated transcription factor 6 (ATF6) is a transmembrane glycoprotein located in the endoplasmic reticulum.
It exists widely in various tissues including myocardium and participates in endoplasmic reticulum stress (ERS) by regulating the
unfolded protein response (UPR) signal pathway, which has become one of the major regulators of organs/tissues homeostasis and
is of great significance in signal transduction, gene expression and protein synthesis. A number of studies have shown that ATF6
plays an important regulatory role in the occurrence and development of atherosclerosis, myocardial infarction, cardiac hypertrophy,
diabetic cardiomyopathy, arrhythmia and other common cardiovascular diseases (CVD). At present, some studies have proved
that ATF6 can regulate its activity and function to intervene the occurrence and development of some CVD. As a result, whether
a small molecule regulator can be designed to treat some CVD by regulating ATF6 has become a research hot-spot. ATF6-based
therapies have made great progress and have shown promising efficacy in small animal models of CVD and other systemic protein-
based diseases. The small molecule regulator to ATF6 has a broad application prospect in cardiovascular disease, but further basic
and clinical studies are still needed to lay the theoretical and practical foundation for its application. In present paper, the structure,
classification and correlation of ATF6 with CVD are reviewed in order to provide references for experimental researches, clinical
diagnoses and treatments of CVD.
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(epoxyeicosatrienoic acids, EETs), FEAIREETs I N B2
TR VE . Doran MR B, 75 A KN 3 ik
SRAERE AL AR P, DREE D I 40 P 55 8 2 K
i B OB (CaMK T )G, Ca®*/CaMK T #E 4R
SEE IR BEER A9 B BAT B AR, AT F6IE 2
X —RE PR RS0 T T LR, A
FEH 7 JEE X ATF6EA T # [] I8 72 LA il AS 14 2
R XuF R B, AR R e N B 4
JEERSTR 5 731 ATF6 7% P4 17 42 14 4 e P AL [ e 4
e i T P4 Y e 7 0 2 2 L R gt g

3 ATF65/ALAESE

LU BE (myocardial infarction, MI)J&H T il
JIk it PR R/ S5 BT (R 2 1 0 JIL K A ™ B TR A
SRILATEL, AR HIOR R ERA B, C R
it N A B 14 B = —
3.1 ATF6XIMUSLIIREMVER]  MIAY AN 3 S
R, e FECVDBEIET M T E A,
Toko % i 1 ML/ USRS, & BIMIJS /N B>
HEATE6E PETF i, MU 5 (8 FH AT F6 1 i 571 4- (2-
B OB R RIAYT . AT REARMIUS /) B0 3)
AE, G IE R 5 R B, 254
il ATF6 i] B T AR/ B A0 2 55Kk S0 DI fE
s SHPA IR ON R TLAL, RIBATF6 WMk i M5
AR LN A D TR, il B AR, 48
IRATF 6T Ja AT A0 BIDIR AT P40 e, 7
A DRSS B 4R O NE DD RE R AR . B
P40 LA (ischemic cardiomyopathy, ICM)J& FMIfY
WE B BL, Ortega "L, ICMERHE 4oL i 4
K AT F6 1T 30 2a 8] 455 P J5 19 45+ 2 1 ) 7K1 o 2
AN BT ZER, TS A e, S5 A
WHAAR S 5 85 111 (ribosomal receptor-binding protein 1,
RRBP1)/KF-#E, A0 % D REBR 2%
3.2 ATF67EMIJ Ifiliz H it S5 i i 738 v 4 vh
MIVEHT RIS il R B AN 2 90 7 MIEY SC B 20
RV O I A B Sl S AR . A A SRR T R
PR AR IS AT S A 0 JLESR 1L PH- 34 V452 £ (myocardial
ischemia reperfusion injury, MIRI), H AJMIRIf)E
WA R SRR A ERE, K E NSNS EC)
T W A G I B &L RS, ERSIA S
A ATIER T EMIRT R SCHEAE T, TATF6/E W ERS
B MG 54 7, FEMIRLE FE ot WLAH i B A
YT, Blackwood % M58 & B, 1FMIRLT
R e FH e B 1R 25 W0 UPRAS 5-38 i AT ATFG,



AR e SR EA, e 0N GR O IETIRE
M 3% 26 7 FH 720 LAR AT Fe il 2 i 2, & B
ATFOTE G 1L FE- 4 4 3k A5 i aok 45RO JILAR B 28 1 5
S I R A ECR AP VE . Jin 5N R B, AE 0 P
HEESE ST, DGO UL IATF6 R IA T I8 AT 1% i
Lo LA I P4 4 1) R 2 (reactive oxygen species, ROS)
P A B Kot VAR LR T, T R AH DS 32 9 (adeno-
associated virus 9, AAV9)i/5FHJATF6IL ik n J 2
X I 5 AT A B ATE6HE A R bk /s BUSE R BIE
X518, K IATF6HE DR R /)N BRU7E B il F-30 1
i R B TP 0 L2 5 B T R R . Jia R
SR K B P MIR A 78 % Langendor fEE5 {47 7 K FR
DRSNS B B, ATF6 A TR 7E 18 P i S
MIRIF AR B v R 43 AR T

FEMIRLI R T, ATEG R 375 5 1 Ak S P01 3
PR, 33 PR 2 R 57 T PN B I A ) 2 R AL Ak
ORI P, R IHATF6 N A AL 30 I JE
Y DG BR G SR 0], T R G i Y T SR AB AR A
MIRLE 2 i a] gl D ROS I AE B, 902800 UL 48 e 04
oW B, PAATE6 A8 5 0] fE 25 o Il R 296
MIRIF— S5 SE H

4 ATF6SILALBRE

WU TS O LA R S R 5 R A Y
1M N B A S A0 B R R R A RE D A
WASH TR SEAN R, Glembotski%“s]
BB, ATF6IETE A P T N & 1 0T i 45 1 R G xT T
MME A K RP R A e T EE, e
SR O LB AR . LisE PR B, fEN
BERiIFE FHHICLL NI AL KL #EH, ATF6& IR
AR B E, (H 40 SR 56 FHER S FH W38 35 £ A 77 i
REFEHOC241 L, WI7EATF6 ] i AR iy 2Ll |, O
JUL 200 i BE R A 7 400 0 3 0 PR IR (ANTP) B ik i 464 i
(BNP) A /CE- A B FA% . Beah, Lide™ s
T KRB FE Sk S 45 7% (TAC) B LIS gl 28 A KA
il IRl 7 (Nogo) -BFE X Oy LIRS B & 5 VE T, & B
il Nogo-B ] 4 {if ER Sl 4 (1) ATF6 43 32 {5 5 1 %
AT AR 2 0 FIL 200 J6 R A % o FIL 8 2T &4 440 i 3 4K o
Blackwood %55 R I, TAC/)NFATE6(5 538 B 805
Ja S I R SR, AR B NI AE K,
1] #ik B AT F 6 358 X A 3k 55 TAC LA M 3 375 5 1.0 UL
A0 M A S U DI RE S22 48 o Correll%m]mg‘f T ATF6a
K ATE6RXT Lo IE R 73 28 5 7 O 52, XFATF63E A
bR/ Rt 2 R B TACKE B, 25 R R, 5 X R
A, Ses /NGO WU EFR B B S R R, ERS
AR I R IA AT AR SR, AER IR T)
FEGURT TS, SEER A /N BRAERT BR ZH /0N B O

Med J Chin PLA, Vol. 46, No. 4, April 28,2021 395

PUEERE Jyusisss , RN CoJEE B0 . Al K fif Bz
TIRE T RE, 4878 T ATFOTEA 5.0 M ) o #5 ]
£ JULAE J5E S 7 B PR T ) e PRl 238 D7 TR A o 7
O LARRE A, PR R RS R 2 L.
b, TR R ECR A T P R S S A Y
ATF6 ] AE 2 /O M R L J5EAPE A 0 PR A 3 o 4 e
IO B B B RE I R

S ATF65HER O ALAE

B R 995 0 WL (diabetic cardiomyopathy, DCM)
SEREIRIG R ET O R R N, ISR, b
%S TATF6 I M ERSTEDCM & 4= % il
HEAEH,

XFDCM, O LA I T B0 DLER kAL
N I o Xu % POV 1 b 4 J B A 1 - 3 TN
(MT-TG) I 7 A= UM PR /N R, ke LB A 7R AR
PRI /IO LA L T3 2, WIS FE AT ATF6 %
i B BN, T MT-TGHE IR /N B R LI SR
Lin% PR B, FEM R K AR, i ATE6 3
Y ERSTE i B 75 T 100 UL 20 6 ) 7~ e i v e T
MATE6H R AT el 42 = W75 0 O WL AR 725 AT
I 3 48 D CMR AR AR & BLATF 615 53 15 16 L
WEZH AU B G S i N S SRR RS AL T A4 e
K F (NFAT)#0G , #Em5 shai fe4h L5 (ECM) &
Wk, SELUUEFREETR . Ak, Liu%
WRIN, TSR E A M v BT T BELUC
LFYEN I (CEs) P AYATF6 5 5l i, Ml HlECM
BIA R, IO LA dEfe, dEmk O iEE, e
OEIRIYE . GalanZ5™ R B, 78 1508 JR IR /)N BRUASE
R 2 B AR K R 32 A i 24 PR A (EGF Rtk)
W2 1k X ERSHI FRIATF6I#55, M AMaT:,
MCE U T RE . ATF65 5 18 A 5 000 UL 4
EIEDCMAY KRB 22—, HRRAE SR O J 0 Ry P
Kahfigdede ) iR I, ERSH B A9 40 i
AT I & E T ERSAH OCER [ CCAAT /3 45 &
AR A (CHOP) /- 1Y, MATF6ZHikte
B EEE T FIPLE KA N HATF6 ) £ ik,
1 1 310 UPRIE # BH r CHOP A S AYERS, A 17T U
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