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Mitochondrial dynamics homeostasis and

vascular remodeling diseases

Z0U Qinlin, FENG Li’na, FAN Shiyu, HE Chao, ZHANG Dandan, KONG Pengﬂ<
(Department of Biochemistry and Molecular Biology, College of Basic Medicine, Hebei Provincial Key
Laboratory of Vascular Biology Laboratory of Neural and Vascular Biology of Ministry
of Education, Hebei Medical University, Shijiazhuang 050017, China)

Abstract: Mitochondria are highly dynamic organelles within cells, constantly changing their morphology
through fusion and fission processes to achieve dynamic transitions between interconnected network structures
and fragmented states. This phenomenon is referred to as mitochondrial dynamics. Mitochondrial fusion is
necessary for the maintenance of normal mitochondrial and cellular function, whereas fission facilitates
mitochondrial phagocytosis to remove dysfunctional, depolarized mitochondria. Physiologically, mitochondria
regulate intracellular molecular delivery and metabolite exchange through altered dynamics of fusion and
fission. Mitochondrial fusion and fission are usually in a state of dynamic equilibrium to maintain their
morphological, functional and quantitative stability. Mitochondrial kinetic homeostasis is important for cells to
maintain normal biological activities. In recent years, studies have confirmed that mitochondrial kinetic
imbalance is an important initiating factor in the development of vascular remodeling diseases such as

atherosclerosis, aneurysm, and restenosis after angioplasty. This paper reviews the regulatory role and impact

WS HHEA: 2024-01-23

EEWME: EXARFIEEETE (82370474); WAt HIRRHFE L H (H2024206079)
F—1E#&: E-mail: zouqinlin666@163.com

*BIE{E& : E-mail: pengkong@hebmu.edu.cn


https://doi.org/10.13488/j.smhx.20240067
https://doi.org/10.13488/j.smhx.20240067

- 1924 -

CHEMIALEEY 202444435103 Rk

of mitochondrial kinetic homeostasis in the development of vascular remodeling diseases, and is expected to

provide new directions for more effective treatment of cardiovascular diseases.

Key Words: mitochondrial dynamics; mitochondrial fusion; mitochondrial fission; vascular remodeling
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RHE 2023t A PAS RS » 20194001
EPRRE A ERZI1 7905 AFET-M, O i R 2
A E BT R AR T I R N, H Al
IR 0 ML 45 RO N B0E 3,342, Ho A [ O I R
0 % A 2R AU 3R A S 0B4E TR A, i 4 i
SOREWIE PRSI A R0 A 4T i SR 4 S5 B R
e R FEO MR EE R R, il
PR W S Bk AR AL . S OR . o R A oA
J P A A 1 R ) R AR AR A S R A
R R0 M BRI

1 H P R A — B AT R RN 4 24
FH YA, HESEMMIREL+aE 5%k,
22 MG TR . IRFFEORLR ) e IE A4S
P e BE, ok o 47 0o i 5 41 2R 45 M RN AR FEL Th g LA
HER N ENAEAFR AR, 5 ER S A
AR N, LKA R SL AT RS A R B
PEIR, B IE AT e ph A L 3 42 I 4 1R 1) AN 3 % F) 1
FORGE MBS e, 20 N 2R RL PR LAAE FLE 2
. FERER. B ROERREFE, X
LR R R SRR N LR R BN 11 2 RSP

ARk, WHTCIESE, ZRRiiksh ke %
Fofrao MU 998 () R L P R S S BV E A,
LR RIS ) RS AU I P Bz 40 R0~ L 4H
WA K FEFEPESET AT R B EE IR, E&
59 B A A i ) 35 R iR B R A AN
Y1 B A0 3 R B AR, T I B A i A 2 AT O B R
RN AL BB A E RN R MRk sl T
SR, SR AN AR I RE, 0 B ke AR
P05 1 A SV O I R A S R R, TRk
A B 25 1 45 O 245 [ B2 4 1k % L L A g o ) o
ER, ARSCLER T AR 2= a5 5 4 =5 98
FURH 0 R A IKsh S5 T E R MLE, BTEA
I 2 38 M 7 P T AR 9T S AT 1) L

1 BRI NF

280 1R fif A (mitochondrial fusion, MF)& 4

AH AL B 2 A4 SEEL A AT IR ) G, B A TR R
LRYERIE AR W 4R R R . %l R BB
B AM R ST =R EF(GTPases) X IR 1%, WG
AT A1 B 1) B R A k& 2 I (mitochondrial fusion
proteins, Mfns). P [ K 2L A 8] B PR e 222 255 4
[X-F-1(optic atrophy 1, Opal). MfnsfE g5 & &
TReF, AFEL RS 2 1 (mitofusin 1, Mfal)fl
LR AR A 2R (1 2(mitofusin 2, Mfn2), FEAEH &
I LRI 1 L AR A I s A5 B A 2 Ca™ A B
LRRRE T T LR B YA e, Sz
AN E AR R AT B 5] R B ORI RSN,
BB L WA I 45 1) PR AN LI P

2R AR o) B 0 Bk AR BT M2 KL A DN A
(mitochondrial DNA, mtDNA)E ¥ A5/ Fid
BIPAS SR b, B AT > Dh g IR R A —
N ThRE R G RAR, R FEE B AR
% [ 1 (dynamin-related protein 1, Drpl). #1115 H
2(dynamin 2, Dyn2)&Drpl 33 A /S, Drpl
A 3 BALAE SRR 53 2L R - (mitochondrial fission
factor, Mff). ZFifk4r%L%E H1(mitochondrial
fission protein 1, Fisl). Z&FifAkz) 12~ 8 H49 kDa
F151 kDa(mitochondrial dynamics proteins of 49 kDa
and 51 kDa, MiD49/51). ZZHRifA sy R4 (R4
Ji 2k A R B A A A, AR T IE R A &
SRiNERLFIES Y DAL NA

T FLUESE, SRR 5 W 52 SR A fil & 7 240
2, W4 d RIADrpl BiFis1 & 3 B Lk b A 3R
FZERLE VR R . Parkinis T 1UMfn1/2i2 F0FE
i TN R 2R A A I (i g 2o A el g b,
LRLAR B 77 2 3 5 e SR Y 26 HmtDNA [ 53 A7
MfaE k. B, Ml 288Drpl BH LSS
P2 H [ mtDNAZRIZ RAEM E R G, IS 2
R B RE R RO TR Y R, ZRokifk s )2
REMSHASRESE R, 252 Mt
AMarizifiE. a5 B MRS TPHERR 74
KRR ThREIE W, X PR AT AN I R 4ot
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BRI EAREMEZ., BARAULT RIS, £
FE A AE A & Ao e o R E A TRk
FEVE R, EH B UE 9 32 B il & AR TR 8 2 (R AE
EDIRER AL B, Flin, UM, Drpl.
Mfn2 fiBax 3t & £ TRk fR A8 7 i1, BAaWE5
R, Drpl o] PLS 4 RifA K M MMm24H EAEH,
Jf HDrplid ik — @ #2FE BRI T M2E5iMfn 1 5k
B4 B I R AR Rl G, R Drpl By 7 1E N 2
TERAN, & 586 ARE". A, DrplaZ
1A Fis1 Al fEAR AN MM nl. Mfn2F10pal [{IGTPEE
TETE, RAFisUWENRRAZR 1, AR Tk
KifAZAz, [FI 7] R 2 5 e il & 82 B GTPRgE
P, DASEBL Rk Rl & B A 0,

FRibG . 2R 1 H B B A R R AR
G, WHAREY, ZMEARMEEEHELZS
PR D) J1 R A R R WAL 22T . WM fnl/2
(132 25 A AE B 34 420 T 3 0 38 MU 1727755 1 SR A2
BELe kiR ah AU, A TRDR SR, c-Sreik
Pl o MLFn 2 % 220 T 1) 2 T A A T R R A1 3 408 0 7 i
G, B BN Bk A S A 5T N 2 [R] [ B IE
PEAE) T kAT, Drpl Ser616fBERR AL
Pk AR AR A A 7 2 ThRe s MR, EEM
i A(protein kinase A, PKA)XIDrpl Ser637M1#§ER
2 GG TPEGE M BEAR AN 2 b AR AR J ) ). S-
A AL A —E AL E(NO) 5 HE R (A 1 Cyshk A L4
BRI R, WKL, S-TWAHIEAL I Drpl fE 4
TEAM R R, H64447 CysIS- VR IE AL B i 5
R BB AR o B ZRAR A = SR W A v R O B
TERRY, 2 ZFEN 9 FAEMIE F (small ubiquitin-
like modifier, SUMO)E N EAZ 4 1) 2 Dy Re
BRI T2 5 Rk B oS UL 2k 7k 1)
Re Mz 1%, Fisl. Opal fIMfn1/24> T-HISUMOAL
BT i R R A, OB LR ThRER ). T
Drp 1 f{ISUMO K AZ 1 8 3k #1| Drp 175 B 1 B it
SRR, ik, SUMO TS
SUMOAKAE 1 XU EE 1 FH 7 1 5544 A RS i 1 5 ML
A Rt — DR . 5 R R & T EE S 151
A5 10 R A Rl B RN AR 2 T8] P B b~ fliT e 52 O
W, AR YRR 4R AR T B AN R e 41 Az U T
A A AT B, AR AT A2 Zk A4 Dy e i 9T
Mz

2 ks hE5MmEME
2.1 ks hE5mME RN Rk

L& N 7 411 B (endothelial cells, ECs)#4) L&
BERINJZ, S Bl B g0 T e o
BN I R R AR R Bk T B R A (2
E PN Bz 40 o 3G 1 48 (reactive oxygen species, ROS)
PR, BReNOSE A, HLELYH T Ca® PR R,
BT RIS, MMM Z . R, AL
20 P TN TR 1 i LB M 2 (pyruvate  kinase M2,
PKM2) ()35 A AT i SR Ak ik il B, AT 8 5
A8 P R A A 8 AR e/ E A . A, PKM2i T
(R 301 5] 5 W T At el 2 A b AR o 24 R, b T
S UM A B 9% FE DR (0 3R TA AR 78 P Bz 4
M Th RER 78 5 T, BN S i JOk A 52 248 i (human
umbilical vein endothelial cell, HUVEC) Drpl 1]
P& AL 1] 38 5 AR A oy RV 1, R IR R TR
B F B (5 -AMP-activated protein kinase,
AMPK)fE 581215 5 W L g AT B 20, &
FUN14#8 & H1(FUN14 domain containing 1,
FUNDC1)Z 5 P 5 41 M D) 68 4 #¢ 1 R 37 16
FUNDCI1# Z A 383 #0% USP15/Drp L& 42 e 2k
Rk 222 A RTHEEIURIROS L (B 1),

TE 280 AR 451 5 A 5 00 9 B2 48 B T U5 T,
M2 IA /D 5 50 T -2 b AR 2 s i A B, 4k
FiAR 7y 243G 58 . ZeRARTE oAk, N R4 R 1
FETHEINEY . SIRT U/ Ry —Fl i 447 K7, 7@
i 2 ZFAL M HIINK/MEER 4%, ] 2 kiR AR |
(PEiRE R A LN P R} S NI R B S
AUMFE T AR, MSTUBUS fil R 2Rk T g R
B AN P 7 20 M 45495 51 4 O A R 2 i AE B0, DIF-1
13 AMPK-PDXPEUE L3 & H i 5 Kl 1 cofilin,
{12 330 200 PR AR SRR 2R AR o 4 R0, B R 4N
L SR 1 45 ] I8 I ARLAR B)) ) S R A A
FFR PSR T I AR

AL, 5 2R AR REAR AH SR SERE SN A 2 38 Bl
M8 N Bz 2 s 0 I R 3R , (H R AR AR A 3 11
NF-«B#E A2 0E SN LR A 8475 2. 1
1, Drpl & HZAAMIZ 505 N B 40 il - NF-«B
TEHHIVCAM-131%, #fIDrp GRS, 7EFF
IRERL A 2R 1) [R] B 3 4 1] N R 40 R NF-x B A6 P
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PKM2 \‘)\\‘ me
Yok A
AMPK O() /llj\ O . °
- - O Q() 0’ .o o
NF-«B e Dipt O et
P B2 4L - DIF-1 oS
AMPK-PDXP - M1 E B4
INK/MFF )(
> + = Q O .' Mf1/2
Mdivi-1 Gg i ‘
.. ; o RrOS |
O miR-4640-5p D
=) = ¥ OPAl g
AL PRAD] SR M2 A
\
S RENGE

NF-kB: 1% F«xB(nuclear factor-kB); JNK: c-JunZl AR ¥iiH#(c-Jun N-terminal kinase); Mdivi-1: ZRHFi{4 732440171 1 (mitochondrial division
inhibitor 1); DIF-1: 434k 5K F-1(differentiation-inducing factor 1); SIRT1: JTEA{E S IH75E T 1(silent information regulator 1); GLP-1: [
ILKEZRFER 1 (glucagon-like peptide-1); PGAMS: B R H I AR 25 {37 il S (phosphoglycerate mutase 5). 7 P S M0 A1 ENEATAU AR, £RA01R 5> 242k iy
FEAMRTE . ROREIR N VR SRR T, WS 1 P R 4 3k A I R AN T 1 S AR RIMO B AR AL LB o A6 ISP LA, SRk s oy 2

SEE R INAROS K =4, (b g, TRMEE

Bl ZRAmhFESmERR

FIRPIEVRAIMRE I . ERERERE, M N EH
Ji FNF-xBA5 538 5 R 40 1] SO SR th BRI 1 Bk fa
LA, PR SORE S R R AT 2 R AT RE TN
R, HEAAR S FAEHIBRIEE i — PR
22 SRR FHZE5MEFBAMAAE

1 ~F15 WL4H i (vascular smooth muscle cells,
VSMCs) /& Bk oI5 (0 E B R 7y, 2 DR KR
BE I 50 B DL S AEHF A sk BB 2, Al
I, MRE. AW, MG, a0 R
AR B85 4% T AR S5 VSMCs M4 B 25 434k i
AR, HARRE NG TR 41N 3 5 Ao
FEAEECRANR, VSMCsHEREAR S . 5L
K, VSMCsHI U5 R AL 5 &Rk 5) 7%
TheBRag A o<, AU C I A 5 5 il 3 ik
e R 0 ik 3 R R AL F 3k JR AR R0 2Rk iR R 2
FRE & 2 AR AR VSMCs & i 20 3ot B 348 4 1) 2t
fitt, FHAEVSMCsIER i REER . AR MN,
MR AT A4 A2 K B BB(platelet-derived  growth
factor-BB, PDGF-BB)VLZE iR Z] 17244 #t  J5 =X
Z 5 VSMCsR AR, @it R LR Kifk ) /) 542
A FROS/KF A48/ >PDGF-BB 3 {1 VSMCs ) 1

FEAE R, g, = B AT LUl i AMPK/Drpl
it i  H PDGF-BB 7 7 1 K Bl ML 1~ AL 4 i 1
FERE RS, FE oA /0N BRI 85 3 28 Py S 1) TR J BP0
BRI 2 T TE R I, Drp 1S3 f 2kl i 7 A4
VSMCsid FE 858 B AT R {E M . Mdivi-11E
Drp 1455, 7T LABH W 4ohifk 73 28, 5 304 i 4
WUERTEGyMI,  FF 0D VSMCs 50, A
FLFR W], miR-4640-5pif id B A HIHINOS 1L ik
VSMCsHifi . ILR AL R ) 2 5. GLP-1
T ¥ M PKA/Drp L& 5 I8 BE 5 K KR RL &, 1
TR S 1 0 VSMCs 25 20 A0 Al It & 5 30%,
I3 Kruppel#: K F-5(Kruppel factor 5, KLF5)2& Il
M B W TR . ITAEOR, B ATAIESE
KLF5@id 5 BB R T 5A(eukaryotic
translation initiation factor 5A, elF5SA)IJA8)T-455
ROE H e R MR F SRR, elFSadt i 5 Mfn 14
HAEFSRARFEVSMCs 2R R A 52 B0, S A5 1 57
WESE, I '55k 2 1 (angiotensin- [, Ang IT )Ji) 34
T, ZAENRAA1—TJ7 1 B % 5Fis 1 FDrpl JH 3l 1
DX 25 S 4 FL e 5% s 59— U T DU sk ARG A
J7 SR LR 4 RV SMCs 2k R ik R 45140,
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KLU R I, BRLRS) ) AEVSMCsFa s 1875
HR OB AE (1) o dEFRF SRR S 71 AR A Xt
T4 H ARG S B VSMCs R R (b
B,
2.3 ZREEINES B/ B

BV AH M AEARAS 2 A N ORIV R ER, @
A EERERRIESE G, @ s R
FH 7 B 0 T 40 PR . o B R R A 1 R
BN R A A T P I 98 B R 2 i JR of A
I, BN O L S AL R AN s R R B R IR
52, EMEANMIAFAE AR 2 R A, R DL E
(A4 2 MR [ I3 200 i AN 545 55 AH 96 (M2 8 g 4
fu4h, BFEEMhem. MoxfIM4% £/, JFH
Mhem B! E W40 i o T 55 38 0 0 A i % 02 B A
ABCAl. ABCGI1ULAIZZALXR-0HLXR-B, 25
I 2T 2 I B AIH [ RE A E: Mox Y ELWR 4 A2 —
il R AL B IR 5 5 DO B kS AR B AL A, T K
HLROSX A4 IE B a5 M4 15 0 20 i v Wk e
TIRAR, Rk PR 7 S 0 v e b e 3 e

bt 1% 5 B VAR AL 2 DA G . — T
TR, M1AL S WA B AT /N R R A ) 45
BRI A3 SCAC P TR 110 0 Ak B P S R 2 7 1)
LR 2% X & BT Drp LS 5S040 26 bt
s BeAl, BEEE A SR DLSCRR R R DJRE . AHELZ
T, M2 WG A i ) 28 AR T B R B N 4%, B
BHEKD LK, 38R HE S EE R,
7E JI§ 2 # (lipopolysaccharide, LPS)HI¥ T,
PGAMS 5Drp I HH EAERTEE &4, F3HmtROS
B4, PGAMS-Drp 15 ‘S id A (2 ik ELWR 40 i 1) /2
RFERALS . LDrp 1 FR 8GR, B E A
PAELPSHIE DL T, W4 et 3 B HE T o PO 4%
WEPE, T Drp 1 % R BN HI S R T B4 M1 A
P (B DT, Lok f s ZR R & AR A8 AT LIS
I 52 ) 4 B A AR I J ST A R R A LA % R
RAMTE] o BRI S 2L TR N A BFTROS JH B2
RAGT, MR RlA 1Y R B 88 PR IKROS A= il It
B RAE SIS, B M 2Rk ik 24 A8 o T I
REEPEE A AT AR LR E L EE, W
BE7E I8 A I FE A S AR A MR . b, BN
AT VSMCs L35 7R 9030 R W, 78 B 4 ffa o
R 5 Drp Tk /> T W 200 AT A 1 22 P e Vs PR R

XKLL S0 ok AN HIVSMCs A K AT . X
F W LRI 7y 20 1) AT B PRV SMC s AT I
2 2 T B AF AR P K U3 222 50 oK ok o A A A I
IR,

3 LrifkshESMESE SRR

3.1 LR NFE S BRI

BN Kk FERE AL (atherosclerosis, AS)f& —Ff 1 I§
Jii & AR IR B 1 1 RAEPE S, A AR e O
5~ A0 I Y T B A . A0 i 2ok
KZh I35 Dy Re e WS, s Re IR H D RE R A%
IIEASH R A5 R,

RS 1RGN T S 53 KA R A
W) B A Y A O B . [ I A i 2R Ak T e B
%, {2mitoROSF=4:. mtDNARERL, LB 5l
NAD/NADH 24 7] LLOENODA: 32 A #2145
}J35 & F13(NOD-like receptor thermal protein domain
associated protein 3, NLRP3)"”, mtDNA##{% 7] ik
— B RECRE AR E bR, 0 B4 B ML
R AL I FECY i 2R R il T AEXT mtDNA AR
BAH—wMEER . M2 it 1A v] DLE0E
MAPKSs/NF-xBA5 5 il %, 390 E0 40 i 2 5 < s
AW, HuRZKAR S, 1P mitoROSH R
AMmDNAHEY . Mdivi- 1@ i ##1Drp1/ROS/
NLRP3 %4 H) B R 40 A M 1 B4R AL DA/ 1 oK 4
M, AR FERIfL(E2)> . Rk, o
BRI Tl e PR AT AT R ) R [ MR T AR
b, FEEWIRERIM B AN g A Pt R M2
REWRANNG, A T4ERF SNk FERE L R RS E 1

PR 4N D RERE RS R AS AR B 2 — o ZRkifk
Bl 71 2= B 5 A& ASARE Y H I S P9 B2 41 g (vascular
endothelial cell, VEC)HJ @KL, ASKIH
Drp I B 5 35 e 1 AoRiAk 5 71 2 B S FIVEC
Bifsi. VECHfGif5, VSMCsIbsE. TR 51 RN
A7 B AL 6 T 20 ik 58 A 58 0 X B ) ik 8 LA R
TER, Hrp8ohith s A ThRe R K% T HEAE
FABH . B FE AR At 7T 2 2 40 T ASHE AL R Drp 1 71 3%
K, SRR T RSN ANAA N 2R A Bl ) S R A AT VEC
o S RIS 5 IR A 4N A 4% 2 AS ) B
PN, 1ASH T EROSHIL LA ] F7 2 %5 V) A
Ko ECsH R F h Ak W) 5 A B P 1 ke 2R n ) 1
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LKBI1: JT##BI1(liver kinase B1); p-Drpl: WfZ1Lzh /141955 F1(phospho-DRP1). Drpl HI iR IE S SEROSEE MBI, "EES K Eh kAL
BEEAL . 3= B Ra R T B0 K e T S5 . MUdiivi- 10T AR W4T AR OS24 LA NLRP3 A S IM IR Ak, M1 k20 Y0 i 41 L PO T8 ok 3 2% ik s ik o
BEREAL . URAh, s I Drp L3570 AT LA A Ang 1T 512 RA AR . mtROS/KPTHEFIVSMCTEZ MK 4 E R R, @it B Kp-Drpl MFis1 K
K, B0 R BB ARG A, LKBUR] USRIl 3) ik Py Bz 48 A p 22 R B TEO R B R 2Rk ) 03 2%, 992 il 3 ik e 1) R A=

B2 ZLhEshFESMEEBMLER

LR RLAR L S I Drpl - Cys644BEIEALAE M . Wom
FIR BRI W M mitoROSTH &, A B 40 i
CAHRASIERL . BT ok, ARG R E) /) A1

SRR R i A0 R R B O 2R IR RS A 1
R SR

VSMCsHi: Ay Il BE 45 14 5 Tl e 4 7 1) =5 2L 40
MR, N Szh kBS540 X Drpl ik Ty, 4%
Rtk 2438 0, VSMCs 2 BLRCE FERACT. H
ApoEHE DRI RRt 5 /)N B30 ik 583 158 A A T B b M2 ) 2%
AR EBRE, VSMCsFRILH g7 & iR RS HERY,
A, AW Drp1 ()23 AT 92D VSMCs H 28 fi A4
52, W VSMCsEAL, I kb B ik s A A A0 B
BRp i AR, SRS L LR Bl ) 2 O R 4
FFVSMCs 1) Wi 4 7 284 2 40 1) 50 ik ks A s A X B T
R —

3.2 LR EhhZE5KE

E kI (aortic aneurysm, AA)E EAUFEH I
B ik (thoracic aortic aneurysm, TAA)FIE 3 )ik
J8i(abdominal aortic aneurysm, AAA). F @K E
T RAT SR, FEHmROSHE ST, HH
EERR I VSMCs T M % 2R

VAR, SRR 2 (A 78 IR T 2 Ak Ty e
G5 AAA RG] Z AR . VSMCsZk ki1 2

NEHEAAARIRAE KRB R EZEER . S,
VSMCsH JKLFS F il 5AAAREZE A 5. VSMCs
ik Z KLF5 )/ BB (2 #EROS IR s, e
EEEMAng [ F SAAAN R, TEAAAR
e} S S T U2 Y RN G A AL NI
HADrpl RIEZ F N, Drpl 1Lk 1k 445
TEAAAR G it BB, X K& RART)RE
BEERS FIVSMCs [ JE BE . Bh4t, Drp 130 71
A DI 5 Ang 11 X5 VSMCs il 45 S 2R R R 2448
mtROS/KF T LL K VSMCs 7] 5 %k 5 1) %0
REAFO . 5 Drpl(Ser 616)FIFis1fEAAA B 15
ik HH S Hp B R IK KT R N . T AR R R IR
DAY JE X R 206 7 A B 42 i T2 ol 8 1l A L 57 9 1
I3 A P B B A e R ki = T (it
ApoEFE IRl B 7N BV SMCs T 22 R 44 AF 5 P J52 ] i
TR MM BIR R Rt E 3, 55 VSMCs
RAEAL, 2N Bk A5 . Drpl 10
il FfIMdivi-17] DL 1 X — i R (812), PR
AT AT RE 2 FHIEAADI R B, 52 K4,
2- RS M T ARty 23K PR P 24 47t ] DA S P
HEIRE, YEFFVSMCsItZER A, HATAAIMKIGST
(R13E R L SRR ) 2 b A 5 P J5 9 2 ) R
EEHI Y B T B8 BN 3 BN KR 16 97 T S
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3.3 SLhikshhESMEkEE

Jiti ik /1 s (pulmonary arterial hypertension,
PAH) /2 FH 20 o 3 3 48 AN 41 B 9 T S2 B 51 R 1
HAEA M Y 4E . SO MR, S BE A 1)
45 02'% (right ventricle, RV)EE#. H MKz 122
W7 2 v T T ECIRAS R, AT I S 1 i 3 ik
& =25 mmHg.

PLAE R St 30 ik A 52 40 B (pulmonary  artery
endothelial cells, PAEC)JZkifAT)gEf%MS 5PAH
BRI REARE o« A RIRIE R, R0 5
FUNDC1#kt = 7] Ll if USP15/Drp1i& 42 A Drp 1 f)
F0Z BALI N RLARROS /KPR 5 4 it it B4 i
FALFHPAECH ST, LKB1E i i #ERab9
GTPase [ £ R AR SR 115 il PAEC H ) 2R i ik
A BRI TE R RLR S 112, LKBIA T 1 FG
SR PAECHIPAH(FE2) %),

VSMCs 48 b 25 L AN LR A 3h 77 2 2% 7T 5
ECPAH. AN AMEEGUESS, FEPAHIANtZ) fk-F-
L40 Bl (pulmonary artery smooth muscle cells,
PASMOC) I ZRiAR 5240, 2 BRAR = AE (JmtROS
FURE L mtDN AT cGAS-STING-NFxBi& 4% LA
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