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[ Abstract] Objective This study aims to investigate the role and mechanism of regulator
of G-protein signaling 14 (RGS14) protein in acute myocardial infarction (AMI). Methods The
RGS14 knockout mice were selected to construct AMI model. The cardiac tissue and serum of mice
were collected 24 h after modeling, the degree of inflammatory infiltration in the cardiac tissue was

analyzed by immunohistochemical analysis, and biochemical analyzer detects serum biochemical
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indicators. Overexpression and knockdown adenovirus were constructed in vitro and transfected into primary
rat cardiomyocytes. RT-qPCR and Western blot were used to detect the expression of RGS14, inflammation
and apoptosis related markers mRNA and protein. TUNEL staining was used to analyze the apoptosis of
heart tissue. Results The expression of RGS14 in myocardial cells of AMI model mouse was downregulated.
Compared with wild-type mice, RGS14 knockout mice exhibited increased AMI induced cardiac dysfunction,
inflammatory response, and apoptosis. Conversely, overexpression of RGS14 inhibited cardiomyocyte apoptosis
in vitro. The protective effect of RGS14 on AMI injury is closely related to its inhibition of TAK1-JNK/p38
signaling pathway activation. Inhibition of TAKI alleviates the adverse effects of RGS14 knockdown on AMI in
vitro. Conclusion RGS14 exerts a protective function in the process of inflammation and apoptosis after AMI,

and alleviates cardiac dysfunction by inhibiting the activation of TAK1, which provides a new potential for the

treatment of AMI.
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Figure 1. RGS14 expression in vivo and in vitro models of AMI
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Figure 2. The impact of RGS14 on cardiomyocyte apoptosis following OGD stimulation
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Figure 3. RGS14 knockout affects cardiac injury and apoptosis following AMI

E: A.RGSM%&E@?&%‘J‘ﬂKiﬁ,f fpiE XA H; B- FIJ R i B S A
oty #FR.25 um;

A A A AmMRNAZAEIL; LATARAL ARG Rk
24 haAaik, *P<0.05, *P<0.01,

G/ ;svw&éﬂézwﬁTUNEL%@kﬁ W B B it R HOA
5WT Sham#iAakk, “P<0.05, “P<0.01; 5KO ShamZARWT AMI

yxxz.whuznhmedj.com



EZF#HE 2026 £ 2 A% 36 &5 2 ) New Medicine, Feb. 2026, Vol.36, No.2

175

JKSETEHA A8 4k ( E14-C) o RT—qPCR 453 IR,
5 WT 440 e, RGS14-KO 20 MI J5 /0> I 2H 21
TNF-a, IL-1bF11L-6 4 1 20 M X 19 2 35 14
( Kl4-D) o AR WLZH ML OGD 8 A4 v i I
RGS14 5 3441 T NF—«B il 1% p—p65 2 1k
IkBa (p-IxBa) HEAMFEE, KX NF-«B i@
EEA IIHIE, Wi 268 RGS14 WA ([ 4-E
B 4-F) o FREERET] RGS14 1 8 fif AMI 55
TR AR A5 RN AR A S
2.5 RGS145TAK1HBEERF AT
TAK1-JNK/p3815 =18 %

AR &R RGS14 & 75 il i TAKI-JNK/p38 15
538 [k R T AMI B & R E R, fif ] Western
blot # 1] MI F- A& 5% OGD #]## J5 TAK1. ERK.
JNK F1 p38 (1) K- B R ALK 25 R ERY
AN () % B 2H AR HE, RGS14 B [ /N B0 I 2H 21
I RGS14 @ Fr 0 LA A TAKL, JNK FT p38
PR 1k K- 38 i, TSR {6 ERK LN TAKT,

A AMI 24h [l Wt AMI 24h
Il Ko AMI 24h
& 150 #
<
Q
5 £ 100
=
o H
=
a 50
a
o o0
C WT AMI 24h KO AMI 24h
Il WT AMI 24h
KO AMI 24h
p—IKKB| e —— ﬁsﬂma =
4
'“ﬂ-c-----Pmaf
£ 3
p-p65|- - __-.dem(na I R
]
el
POS | . W — --|65kDa 3’ 1
)

CAPDH | ——— 70, 0

E 0GD 24h
AdshRNA

p-p65 |- --*|65k0a
pos | . M - 50 :

A — — — |36kDa 308
=

p-IKKB

AdshRGS14

[l AdshRNA OGD 24h
[l AdshRGS14 OGD 24h

2.0 HH

15

ki =i

1.0

A

IxkBa

CHPDH | | ,0:

W

0.0

p-pé5

p-p65| O — - |65kDa

' Z15

ERK. JNK £ p38 JC B i A2k ( [4] 5-A % 5-B) .
RGS14 35 &35 % CoILAH AL Ay s D AH 2 (] 5-C)
SRy ik — 20 58 RGS14 5% 35 7] LS50 L 4R i b Y
TAK1 A EAEH, fEONLAIEH %58 Flag bric i
RGS14, H Flag HriAimide 8 (B IF A TAK] .
EHL R, RGS14 0] LI 5.0 40 e b TAKL AH
HAERH (K 5-D) o LA EZEHRE, RGS14 AT LA
5 TAK1 MHEAEH, FF4E AMI R0 TAK1-
JNK/p38 {5 5t % .
2.6 RGS14@idHIHI TAK1BEER L ZfEAMI
S AFFE RGS14 & 75 3 #F TAK1 8% iR 1k & 1
HE A5 VE T, SR I TAKL 3 57 52—7—-o0x &b BR
B LA, &5 8 oR, RGS14 @iKiAE S /Y
TAK1. JNK 1 p38s 2 1t 7K ~F- Tt & # 5z-7-ox
WEE (B 6-A) o I H, TAKIL 46l 57 396 5% T
RGS14 BAIC5 1Y Bax VAT Bel2 R ( Kl6-B

2 6-C) o LLE45RAEW], RGS14 3@ o #1 #
TAK1 R AR ZZ A AML,
B AMI 24h l wT AmI 240
Il KO AMI 24h
w 200 ##
z
% § 150
3 & 100
=
© 50
©
3 0
D
[l wT AMI 24h [l wT AMI 24h [l wT AMI 24h
Il KO AMI 24h [l KO AMI 24h [l KO AMI 24h
#i #
3
o 2.0 3
18 i 1.5 18
® 2 P ) 2
# #®
% = 1.0 '
= =z =
. 2 o5 -5
t E £
Tnf-a 00 IL-1b 0 IL-6
F 0GD 24h
AdGFP AdRGS14

[l AJGFP OGD 24h
Il AJRGS14 OGD 24h

=20

p-lkBa - .g - " - 40kDa ?%%11-0
o L #

IxBa

0.0
pp65  plkBa g APDH| MﬂkDa

B — L

p-p65 p-IkBa

B4 RGS143F AMIEA (8]0 Bk ¢ iE B 5201
Figure 4. Effect of RGS14 on cardiac inflammation during AMI
E: ACCEALZCDUbS AN EEREBRZ T o, BSEMALELY6GHFEANEEREB AL T, ; CouJEALNF—KBIZ 5 8% 40 % %
G FE L Do IR K g AR £ BT mRNAFAHIL; E.RGSTAZURE RS Lgm NF—kBAZ 5 il #5648 % & & £ A B ol; F.RGS14id R )G R
AR Lt FNF—BAZ 5 38 %40 56 B & KA 0L; 4R R.50 um; **P<0.01, ***P<0.001,

yxxz.whuznhmedj.com



176 EZFFH 2026 £ 2 AL 36 £5F 2 H New Medicine, Feb. 2026, Vol.36, No.2

A AMI 24h B OGD 24h c 0GD 24h
wT KO AdshRNA AdshRGS14 AdGFP AdRGS14
PTAKI | - 20 P - —— - — dmva PTAKY | S S ——— Aszwa
TAKT | S S S S 7502 TAKT S — -ﬁﬁkna TAKY S - 0.
b S—— — — 4kDa kDa
P-ERK | M- — ---qukDa P-ERK --hzma PERK| g - — 1:‘2‘,@5
ERK i ERK 00T R - —— - - -0
-0 — e e — 42kDa 2kDa
. s |54kDa .. |54kDa 54kDa
p-INK p-INK p-INK| -
§E R S e W W |56iDa W . . W e |46kDa W ——
JNK-—--—-“"DB Nk S 54<Da k| ——— w—— wm— 5/D2
- G W o w = ls6kDa T S S W W l6kDa P . |6Da
P-p38 | T e kana P-p38 | — ~M4OKD3 P-D3| M M S & W e d0kDa
p3g (WA S - (1002 p3s .--.{“ma P38 -.....Wba
GAPDH L..-.- 37kDa GAPDHP-—dakaa GAPD“L.-.-- 37kDa
B WT AMI 24h Il AdshRNA OGD 24h Il AdGFP OGD 24h
Il KO AMI 24h Il AdshRGS14 OGD 24h Il AdRGS14 OGD 24h
= 20 " #t 4
I #H
H
=15
o n.s.
1.0
b
Sos
b
EEY) ;
p-TAK1 p-ERK p-JNK p-p38 ) p-TAK1 p-ERK  p-JNK p-p38 : p-TAK1 p-ERK p-JNK p-p38
Flag-RGS14
Input 1gG Flag
Flag-RGS14 60kDa

e E e

E5 RGS14MTAKIEE(ERER S TAK1-JNK/p38(s 518 B KI5
Figure 5. RGS14 can interact with TAK1 and impact TAK1-JNK/p38 signaling pathway
E: ACSIEZLRTAKT, JNK, ERK, p38# % G AAMALE & Kk K IUAE E 454 ; BRGSUAFURE BRI LTAKT | JNK, ERK, p38&%&
O BB AR & Rk LB S04, C.RGS14i £k g RS ILAIRTAKT . JNK, ERK., p38%.7& & A B LR & 2k LB 5 447; DR
K ILa B Flag—RGS145 TAKT £ MR M Co—1P; ns. BT FEN, *P<0.01, *¥p<0.001,

A 0GD 24h B
DMSO 5Z-7-0x [l AdshRNA DMSO OGD 24h
0 AdshRGS14 DMSO OGD 24h
14 14 Il AdshRNA DMSO OGD 24h  [li] AdshRNA 5Z-7-ox OGD 24h I AdshRNA 5Z-7-ox OGD 24h
[ AdshRGS14 DMSO OGD 24h [ll AdshRGS14 5Z-7-ox OGD 24h Bl AdshRGS14 52-7-0x OGD 24h
RGS14 W S S R | 60KDa
1.5 o2 Fk 2.5—
= **
p-TAK1 }- ——a_ - —(ssza ] = 20—
=10 %
® é 15—
= =
TAK1 i-—-—.—qﬁkﬂa B - w e < 10| bt
705 g
P — 54kDa % 05
p-JNK
— — © % laekDa 0.0 0.0
- - - - RGS14 p-TAK1 Bax
INK | —_—————— o (54Da " 20—
el LS LU C I ** "
= 1.5 #
®
p-p38 W e |40kDa =
e £ 1.0
# ## < *k
P38 | — 40kDa % 0.5
© o } 0.0—
GAPDH | e s s s s s --{ 37kDa PINK P38 Belz
0GD 24h Il AdshRNA DMSO OGD 24h [l AdshRNA 5Z-7-ox OGD 24h
oMo p— [E AdshRGS14 DMSO OGD 24h [l AdshRGS14 5Z-7-ox OGD 24h
2.0 e 25
14 14
15 20 L
B - ——— W Suos E
® 15
10 " =
BCI2 | ”- SkDa L= Z1.0
; 0.5 Q 05 *k

GAPDH ! ! ! gg37kDa ’
0.0 0.0

Bax Bcl2
6 RGS14i@iTiMHI TAKIBEER L BIE E MM
Figure 6. RGS14 alleviates MI by inhibiting TAK1 phosphorylation activation

E: ARG ILA IR GS1442 TAKT | JNKAwD38 84K & B AR BRAL & & AR 0L BURAS ILaa I8 48 X A I mRNAFA M 0L, CURAR S g i
ATARA AR EG£EEN; “B5ADGhRNA DMSO OGD 24 hzatart, P<0.01; *15AdshRGS14 DMSO OGD 24 hzitak, P<0.01,

yxxz.whuznhmedj.com



EZFFHE 2026 £ 2 AL 36 % 2 B New Medicine, Feb. 2026, Vol.36, No.2 177

3 g

RGS14 J2—FE A ZhRe R E N, il
Ly CA2 XA b m B A, A TR 2 i
AR 2SR R Y BETERIE Y
B RGS14 ] {47 J] [l o 22 5 495 A0 P S5k i P8 1
05, IFE M H MEK-ERK1/2 15518 B84
it TS O Y, (HHAE AMT H O
Kog Az g v AREFSE R, RGS14 B fE it
T AMI AR5 . SR AE RN AR T,
1M RGS14 3 F IR MRS T OGD 755 190 L4 i
JHT:, 4878 T RGS14 7E AMI Hil i 4% TAK1-
INK/p38 i i 0 il 2 5 5 98 T g L], i — 20
i T RGS14 TEAR RO IERFLZ 5T A9 230084
YEH

LA I TR T ZF MU FR IR 24 . 520
JFETh BE A SC PR 250 M O LN B A6 T 1 s =X
AFEIRFEANI T, T2 —A AT LU % £ shst
o AR P R, e LR O T R A e
e S 5 i T 00 LA 495 1 B YA T SR M
MI J5 51 & O AR T AR AR S R 7E TR R T2
B A1E 7 s = el 1 T 87 N i v 4 S D
22 RS- 1 T 240 B 0 T R A SR s . e TE H
AR E] ML T 0 LA T P PE 4,
RGS % % 1 RGS5. RGS6 Fl RGS19 %5 H fth 2 1
i, FEVEATANMIR TR A EEAER T, AR
FARERY, RGS14 K A2 AMI S48 -
AL, RGS14 miBR T IR DEAE 8 T H 7
Bax (35, MHIPLIT-HF Bel2 93k, JEH
RGS14 i Rk B A MR RCR, &P RGS14 7]
S IILC HLAEE T R % AMIL

MI J5 O WUH UG BT A DG T, S8
HH P 0 T 5 200 45 4 A e i v
FEAE HE TNF-a, 1L-6 I TL-1B %5 % M I 7 89 43
WEO BEAERFGE 6], NF—«B {5 58 BRI S 25
T 475 30 1) ) S RE S INE - 1 ) & i S5 7 T A
BRRSE ML O BES A B Ao 25 SR
RGS14 fit = 18 i 112 Pk NF—xB {5 5 18 B% 5 3 4 i
J R 35, 1 RGS14 2 R MH I T NF-«B {5
SR PRI, 28] RGS14 1] LU 5 M J0E [
IO AE TR 5

TAK1 2 22 24 J5 1% Ak 85 11 30 1 3 1 03 il
(MAP3K) ZEJG M A 51, 9% & & MAPK A1

yxxz.whuznhmedj.com

NF—«B {55518 % A0 S8 45 2 . TAKL 2 8%
WEIH 2 5 90 PR M AN IR T A9, IRAE MI
W L EATME Y BRI A S
ULYE 5 GST-pulldown 52 55 & #1 RGS14 5 TAKI
B I 40 1) TAK1-JNK/p38 38 % ', 2< BF 5%
— AR O IESE TS A EH, JFERs)
RGS14 Al #lH] TAKT 8582 b K R i INK/p38 {5
SE, R R OISR

AW FAAFAE—E MR BR . B0, AR
FERMET M2 (24 h) N RGS14 1EH]
K Hor FHLEL, AR X RGS14 780 WLEF 4R 1L
IR B K e W0 T R 5 T AR A TPl .
W, AWFFEXT RGS14 76 AMI H B HLHI IR R AT 45
PR T . RGS14 & it 454 TABL 45
TAK1 % Bl K 4 i s, A8 I 2e o vh it
— e . AR I B T4 2R M AR
R, RGEMEHLE B RGS14 AN J 45 TAKI,
SR SEIRYT TR A T A H LI S (R BRI A

28 FRTR, AHFSE &P RGS14 78 MI 2 Pk
ALY TAKL SRR ALR O LR AE R T, A
T8 M S 543 10 VA B A A T Sk i
IR RS KA P IE BEE T S

IR AW AR R UK N R K e sh P18 B 25 54 25 Lt
5. WDRMZh (4 ) 55202304088

EE TR BB SRR BT TR SRR S
KA R B R BdEar. Rige. iREE, ik
Mo B3GR RIEE. Bk, S0l E: AR PrERT
AT, SRE G SRR PR AR

RIREN: AWFFT R (i) A3 AR P I SR {5 1 AR
MEFMRAER: L

Bigt: A

SE 3k

1 Yap J, Irei J, Lozano-Gerona J, et al. Macrophages in cardiac
remodelling after myocardial infarction[J]. Nat Rev Cardiol, 2023,
20(6): 373-385.

2 Zhang Q, Wang L, Wang S, et al. Signaling pathways and targeted
therapy for myocardial infarction[J]. Signal Transduct Target Ther,
2022, 7(1): 78.

3 Prabhu SD, Frangogiannis NG. The biological basis for cardiac repair
after myocardial infarction: from inflammation to fibrosis[J]. Circ Res,
2016, 119(1): 91-112.

4 Zurek M, Johansson E, Palmer M, et al. Neuregulin—1 induces cardiac
hypertrophy and impairs cardiac performance in post-myocardial
infarction rats[J]. Circulation, 2020, 142(13): 1308-1311.

5 Li J, Zhang Y, Li C, et al. HSPA12B attenuates cardiac dysfunction
and remodelling after myocardial infarction through an eNOS-

dependent mechanism([J]. Cardiovasc Res, 2013, 99(4): 674-684.


https://pubmed.ncbi.nlm.nih.gov/36627513/
https://pubmed.ncbi.nlm.nih.gov/35273164/
https://pubmed.ncbi.nlm.nih.gov/27340270/
https://pubmed.ncbi.nlm.nih.gov/32986480/
https://pubmed.ncbi.nlm.nih.gov/23729663/

20

178 EZFFH 2026 £ 2 AL 36 £5F 2 H New Medicine, Feb. 2026, Vol.36, No.2

Zhou X, Zhang C, Wu X, et al. Dusp6 deficiency attenuates
neutrophil-mediated cardiac damage in the acute inflammatory phase
of myocardial infarction[J]. Nat Commun, 2022, 13(1): 6672.

Saito Y, Oyama K, Tsujita K, et al. Treatment strategies of acute
myocardial infarction: updates on revascularization, pharmacological
therapy, and beyond[J]. J Cardiol, 2023, 81(2): 168-178.

R, IR, L PR s R 2002-2021 4R 2RO UESE
FET AW - W - BASBLRL Sp (7] RO B 2525 ARk
2023, 36(10): 721-726. [Dong D, Sun YQ, Yan Y. Acute myocardial
infarction mortality among Chinese residents from 2002 to 2021:an
age—period—cohort model analysis[J]. Journal of Mathematical
Medicine, 2023, 36(10): 721-726.]

Koelle MR. A new family of G-protein regulators—the RGS
proteins[J]. Curr Opin Cell Biol, 1997, 9(2): 143-147.

Watson N, Linder ME, Druey KM, et al. RGS family members:
GTPase—-activating proteins for heterotrimeric G—protein o—subunits[J].
Nature, 1996, 383(6596): 172-175.

Zhang P, Mende U. Regulators of G—protein signaling in the heart and
their potential as therapeutic targets[J]. Circ Res, 2011, 109(3): 320-
333.

BAPTR , REHAE L RGS 5.0 M3 REHIWIITUERE [J]. BEor i s
i, 2018, 47(11): 7-10. [Hu ZF, Tang QZ. Advances in research on
RGS and the cardiovascular system[J]. Journal of Medical Research,
2018, 47(11): 7-10.]

Romero M, Jiménez R, Toral M, et al. Vascular and central activation
of peroxisome proliferator—activated receptor—attenuates angiotensin
II-induced hypertension: role of RGS=5.[J]. J Pharmacol Exp Ther,
2016, 358(1): 151-163.

Evans PR, Lee SE, Smith Y, et al. Postnatal developmental expression
of regulator of G protein signaling 14 (RGS14) in the mouse brain[J]. J
Comp Neurol, 2014, 522(1): 186-203.

Zhang JK, Ding MJ, Liu H, et al. Regulator of G—protein signaling 14
protects the liver from ischemia-reperfusion injury by suppressing
TGF-P-activated kinase 1 activation[J]. Hepatology, 2022, 75(2):
338-352.

Li Y, Tang X, Li X, et al. Regulator of G protein signalling 14
attenuates cardiac remodelling through the MEK-ERK1/2 signalling
pathway[J]. Basic Res Cardiol, 2016, 111(4): 47.

Percie du Sert N, Hurst V, Ahluwalia A, et al. The ARRIVE guidelines
2.0: updated guidelines for reporting animal research[J]. Br J
Pharmacol, 2020, 177(16): 3617-3624.

Bao MW, Cai Z, Zhang X]J, et al. Dickkopf-3 protects against cardiac
dysfunction and ventricular remodelling following myocardial
infarction[J]. Basic Res Cardiol, 2015, 110(3): 25.

Harbin NH, Bramlett SN, Montanez—Miranda C, et al. RGS14
regulation of post—synaptic signaling and spine plasticity in brain[J].
Int J Mol Sci, 2021, 22(13): 6823.

Hatanpaa KJ, Raisanen JM, Herndon E, et al. Hippocampal sclerosis
in dementia, epilepsy, and ischemic injury: differential vulnerability

of hippocampal subfields[J]. ] Neuropathol Exp Neurol, 2014, 73(2):

21

22

24

25

26

27

28

29

30

31

32

136-142.

Wu X, Iroegbu CD, Peng J, et al. Cell death and exosomes regulation
after myocardial infarction and ischemia-reperfusion[J]. Front Cell
Dev Biol, 2021, 9: 673677.

Meeran MFN, Azimullah S, Adeghate E, et al. Nootkatone attenuates
myocardial oxidative damage, inflammation, and apoptosis in
isoproterenol-induced myocardial infarction in rats[J]. Phytomedicine,
2021, 84: 153405.

Dhingra R, Rabinovich—-Nikitin I, Rothman S, et al. Proteasomal
degradation of TRAF2 mediates mitochondrial dysfunction in
doxorubicin—cardiomyopathy[J]. Circulation, 2022, 146(12): 934-954.

Li HL, Zhuo ML, Wang D, et al. Targeted cardiac overexpression of
A20 improves left ventricular performance and reduces compensatory
hypertrophy after myocardial infarction[J]. Circulation, 2007, 115(14):
1885-1894.

Sohn WJ, Ji YR, Kim HS, et al. Rgs19 regulates mouse palatal fusion
by modulating cell proliferation and apoptosis in the MEE[J]. Mech
Dev, 2012, 129(9-12): 244-254.

Huang J, Stewart A, Maity B, et al. RGS6 suppresses Ras—induced
cellular transformation by facilitating Tip60-mediated Dnmtl
degradation and promoting apoptosis[J]. Oncogene, 2014, 33(27):
3604-3611.

Wang Z, Huang HE, He W, et al. Regulator of G-protein signaling
5 protects cardiomyocytes against apoptosis during in vitro cardiac
ischemia—reperfusion in mice by inhibiting both JNK1/2 and P38
signaling pathways[J]. Biochem Biophys Res Commun, 2016, 473(2):
551-557.

B SOKAE ARV, A KBEIRE A 4 s A £ 0k 0 LA
B JE O UG S W 5 a0E RS (], B 27 01 1, 2024, 34(5): 572-581.
[Huang HH, Cai YX, Dou H, et al. Hydrogel modulate macrophages to
promote myocardial repair after myocardial infarction[J]. Yixue Xinzhi
Zazhi, 2024, 34(5): 572-581.]

Cai S, Zhao M, Zhou B, et al. Mitochondrial dysfunction in
macrophages promotes inflammation and suppresses repair after
myocardial infarction[J]. J Clin Invest, 2023, 133(4): e159498.

Wang X, Guo Z, Ding Z, et al. Inflammation, autophagy, and apoptosis
after myocardial infarction[J]. ] Am Heart Assoc, 2018, 7(9): €008024.

Jung M, Dodsworth M, Thum T. Inflammatory cells and their non—
coding RNAs as targets for treating myocardial infarction[J]. Basic Res
Cardiol, 2019, 114(1): 4.

Wang L, Zhang X, Lin ZB, et al. Tripartite motif 16 ameliorates
nonalcoholic steatohepatitis by promoting the degradation of phospho—
TAKI1[J]. Cell Metab, 2021, 33(7): 1372-1388. €7.

Bai B, Ji Z, Wang F, et al. CTRP12 ameliorates post-myocardial
infarction heart failure through down-regulation of cardiac apoptosis,
oxidative stress and inflammation by influencing the TAK1-p38

MAPK/JNK pathway[J]. Inflamm Res, 2023, 72(7): 1375-1390.

W H: 20254F 11 3 18 H f&mIHY]: 2026 4F 01 08 H
A mER OE

SUNASC: RIEE, B, s, %5 RGSI4M M TAK TG 20 UL I FE T LRI DFTEN]. B0, 2026, 36(2): 169-178. DOI:
10.12173/j.issn.1004-5511.202511095.
Wu QH, Duan SF, Tan CY, et al. Role and mechanism of RGS14 in improving acute myocardial infarction by inhibiting TAK1 activation[J]. Yixue Xinzhi
Zazhi, 2026, 36(2): 169-178. DOL: 10.12173/j.issn.1004-5511.202511095.

yxxz.whuznhmedj.com


https://pubmed.ncbi.nlm.nih.gov/36335128/
https://pubmed.ncbi.nlm.nih.gov/35882613/
https://d.wanfangdata.com.cn/periodical/CiBQZXJpb2RpY2FsQ0hJU29scjkyMDI2MDExMjE3MDQyNhIQc2x5eXh6ejIwMjMxMDAwMRoIbm9ydDNqN2g%3D
https://pubmed.ncbi.nlm.nih.gov/9069252/
https://pubmed.ncbi.nlm.nih.gov/8774882/
https://pubmed.ncbi.nlm.nih.gov/21778436/
https://d.wanfangdata.com.cn/periodical/CiBQZXJpb2RpY2FsQ0hJU29scjkyMDI2MDExMjE3MDQyNhIPeXh5anR4MjAxODExMDA0GghoNzI4cmthdw%3D%3D
https://d.wanfangdata.com.cn/periodical/CiBQZXJpb2RpY2FsQ0hJU29scjkyMDI2MDExMjE3MDQyNhIPeXh5anR4MjAxODExMDA0GghoNzI4cmthdw%3D%3D
https://pubmed.ncbi.nlm.nih.gov/27189971/
https://pubmed.ncbi.nlm.nih.gov/23817783/
https://pubmed.ncbi.nlm.nih.gov/23817783/
https://pubmed.ncbi.nlm.nih.gov/34455616/
https://pubmed.ncbi.nlm.nih.gov/27298141/
https://pubmed.ncbi.nlm.nih.gov/32662519/
https://pubmed.ncbi.nlm.nih.gov/32662519/
https://pubmed.ncbi.nlm.nih.gov/25840773/
https://pubmed.ncbi.nlm.nih.gov/34201943/
https://pubmed.ncbi.nlm.nih.gov/24423638/
https://pubmed.ncbi.nlm.nih.gov/34179002/
https://pubmed.ncbi.nlm.nih.gov/34179002/
https://pubmed.ncbi.nlm.nih.gov/33636578/
https://pubmed.ncbi.nlm.nih.gov/35983756/
https://pubmed.ncbi.nlm.nih.gov/17389268/
https://pubmed.ncbi.nlm.nih.gov/22841956/
https://pubmed.ncbi.nlm.nih.gov/22841956/
https://pubmed.ncbi.nlm.nih.gov/23995786/
https://pubmed.ncbi.nlm.nih.gov/27021681/
https://d.wanfangdata.com.cn/periodical/CiBQZXJpb2RpY2FsQ0hJU29scjkyMDI2MDExMjE3MDQyNhIPeXh4enp6MjAyNDA1MDEyGgg4NXptbDgxaA%3D%3D
https://pubmed.ncbi.nlm.nih.gov/36480284/
https://pubmed.ncbi.nlm.nih.gov/29680826/
https://pubmed.ncbi.nlm.nih.gov/30523422/
https://pubmed.ncbi.nlm.nih.gov/30523422/
https://pubmed.ncbi.nlm.nih.gov/34146477/
https://pubmed.ncbi.nlm.nih.gov/37382682/

