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Advances in research on the relationship between

mitochondrial dynamics and cardiovascular disease
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Abstract: Mitochondria are highly dynamic organelles that undergo coordinated cycles of biogenesis, fusion,
fission, and degradation, called as mitochondrial dynamics, in order to maintain their integrity, distribution, and size.
A great deal of evidence has suggested that in various disease models, mitochondrial dynamics damage can lead to
myocardial injury and accelerate the progression of cardiovascular diseases, including pressure overload, ischemia
reperfusion and metabolic disorders. Modulating mitochondrial dynamics may be considered as an effective strategy
for the treatment of cardiovascular disease. Therefore, this paper reviewed the latest research status quo on the

relationship between mitochondrial dynamics and cardiovascular diseases, and incorporated the theories of

mitochondrial dynamics in an attempt to optimize the therapeutic strategies of cardiovascular diseases.
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1 SRR DZFR S FEA

L1 ZRiiraIRE

SRR I i B R R A5 SR AR A e 5 A 2
LA N B R R o R 2L 30 P 4 i v i 4 5 T R 1
FEEALZREE, J&T31EAMCS T =%
F% 1 (guanosine triphosphatases, GTPases) 5% 1, 1
FE 5L F 28 ki 4K 41 I (outer mitochondrial membrane,
OMM) ML R A& [ 1 (mitofusinl, MFN1), £
FL Ak filh 45 25 A 2 (mitofusin2, MFN2) 17 T £ b {4
P JIE (inner mitochondrial membrane, IMM) [ # 22
ZEYi T 1 (optic atrophy factor 1, OPA1), XEEHEH
JFK fif 5 = l2 (guanosine triphosphate, GTP), i
PN FH AR B R AR R A 7 — S, AT 3L 22 mtDNA
A mE AR .

28 KL A A1 5 1) il £ 3 22 By MFNT Rl MFN2 R
4%, MFNs BA7 RSP 7> T4, 45 E
P 1/ N %y GTPase £5 #4385, 2 AN K PR ) LIk &

o Ty

\ OM fusion by
MFN1/2

/i fission ¢ fusion

Drpl
recruitment = ©

] ' OPA1
P 2~ —

)

o8
=
/ IM fusion by

ST E X 3, (HR1 A1 HR2). 2 AN I 45 #4358, (TM)
(B D™ PIASLRRLAR (K) 41 I i MFNs [ HR2 A1
GTPase [X 38 1) se AR B.AE H 45100 )5 b & F 4%,
FEIG AR AR Rk 2 [ i R i Hefih, GTP /K3
MFNs 4 G A AY, 2 R A Xof 42 AR 42 7. st 386 o
M /-5 OMM filtsy (B DY,

ZhL iR N IR RS 2l OPAL SR, HN
o X 30 4 1 AR 3 NP A (MIS). Bk P+
Ik E L5 (HR). 4 #h 2 iE 45 #4458 (CC). GTPase
gEIR, C Kb Jegh i (middle, MD) F1 GTPase
RN 45 Ky 45k (GED), K 73 8 H Joit 2% s AE i [ Jl
(IMS) (&l 1), OPAL i 2 Fh By 4 F1 2K /K it
R Z AR AT, AFE R EE IMM 1)K OPAL
(L-OPA1) AR5 OPAL (S-OPA1)!"., 5 MFNs
HEZKALL, OPAL 2 UK AL, @it GTP
TK fR SR ) R R AR AR SR R E) IMM IRl . il (1
AA AR B, L-OPAL FLOMEAE (CL) & LA 515
fifr. 2018 4F, Ban % "B RW], CL LR S
B A fk e B R 78 24 OPAL s S 45 & 7 4,
L-OPAl 5 CL A E &Y, WahEfb s .
1.2 ZRRRIEEE

2 R AR AR 2 3 ) A % 1 (dynamin-
related protein 1, Drpl) Fi /%, ‘B J& T3 /185 HAHMH
K GTPases ZX . Drpl H VY AN AN [ 1 45 #4320 1,
£ 45 N Uiy GTPase 5 #445. MD. 1] 48 25 #4) 35k ( 5k
B-insert) A1 C ¥ (1) GED 45 #435k ( B )™, ¥ Drpl
SRR B2 R AR 2 LR AR 2L (1) FURAAOC AP IR . X

GTPase HR1 TM TM HR2

[ J MFNs N— — —oss-em— —C
MIS HR1 HR2 GTPase middle GED
OPA1 N— —am—amcc - - —<c
GTPase middle InsB  GED
s &
TPR TM
A Fis1 N— [ f=—<cC
Rl R2 R3 ™
L4 Mff N—.—.—. CCum__(
™ NTD
w wmips N—==—@ ¢

LRI Fib A N 2478 (R B LA S R (9> T 4548, MENT. MFN2FIOPA 1 G4k kifkgt &, Drpl5Fisl. MfFRIMiD49/51

FHEAE A S LR AR

Bl ShfArme 5RE
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— FLHA I FE AT B AL T OMM Y2k KA AR B 1
(fission protein 1, Fisl). Ze¥i{4 724K (mitochondrial
fission factor, Mff). 49 Fl 51 kDa )£ kifAksh 11245
1 (mitochondrial dynamics proteins of 49 and 51 kDa,
MiD49 Fil MiD51) A5 ([ 1)™e Sk i 2448 (1) 5
— B R F A, AR R 2R A figh P J5 1Y
(ER), Jfiid WLzh & AT ILER & A P R R
o3, s A A E AR AR R
AL FE LB B 1 B A% B [ (Spire1 C) A1 [ HE R A 2
(inverted formin 2, INF2), P43 #H LA H LAIREIALED
HEALMIER, AImaideritk . INF2 #1 SpirelC
FELRAR AL R0 S IEh R AR &, LB
B a o] DA ORI & R Wi, SR BEHLAR 7ok
YRR AU A, AEIX LA AT, MFF A1 MiDs 44
5 Drpl, Drpl ZEEBRIFIREE, GTP /KiEFEH
RAA, AR R AR AR AT, RIEBh 1E B 2
(Dynamin 2, Dnm2) # #4552 Drpl 415 [ 4k AR 1
DAY SR 2 S| oL 4510 A S 95 A B 2 A
( 1)[1510

2 BRAENNSY SO MERR

2.1 ZRAFHFESSMRMEET

I A o U P S BT L P9 BOPE T MR
B R, I PR AR I U T S L R v (1
R) X0 LI AR ST . S /R J LA i 2 kL 14
L e B A5 A0 P 0 v 3 R v 2o A i o 1 B e FL
(mitochondrial permeability transition pore, mPTP) [{]
TF RO AN BE T i) Ok R 2 MO Rk, M TR
J93 18] DR Fp AR A4 A BRI T3 mPTP TR (O I fR 47
(AN R YTHE S . 2010 4F, Ong % ' 7E HL-1
O R PRI, AR S VR SRR,
2R kAR 4> 24400157 1 (mitochondrial division inhibitor-1,
Mdivi-1) 7T A B A SE A 2o 1 (1 B LA i
B EEA,  FE 0 E] mPTP (T EOR AR E A 1A 2
BEEE UR R0, 3 SO BE [ A F 40 B 8 T sk
/b, 3t # A MFN1 2k MFN2 #] i i- mPTP {1 FF %,
W PEC UR JE4EAE TS | 40 LG, T Fisl B)id Rk
XF 755 mPTP JF T 75 I () A B35 50 m, i1
Iy UR JG4MpEstT- A 5 tb. #H)=, 2011 4F Papan-
icolaou %5 " 1 2016 4F Hall 5 " {1 5t £ W, H
/T Ht RNA & MFN2 7] Ll ZE 58 mPTP ) i,
i WL IR PR, S TAETS . KA — SR
W RE SRR RS EE K2 A R, AT gEER
T 40 73 A B RE EE M 0 A T 1 22 . 2013 4,

Disatnik 25 "% & 3, —Ff Drpl %555 4 Bk 40 1l 571
(P110) #i1E BA 7 7 3 v i) ] DL e 4k 2% 3t Ty
PR UBEZE AR, 7 1k B K B G LB AE Ji5 1Y
ARG EREN. 5 E, B EE L) A
K4 1 Drpl A1 MFNs 1] DL 21 25048 26 bor A4 % 75 A
44 mPTP FF AR, TR0 JIE 9252 UR 1)
2.
22 ZNAEAOZESLNHFRR

AR B At AT Re S 2R i
G, AL AR B RS A A R R, O
i (HF) 5280k OXPHOS 52 5 F1 28 b A4 7= A 1
TE P4 (reactive oxygen species, ROS) 1 i 5%
I, SRR B S i B B B O L R
fEFH . 2009 4F, Chen %5 " | I 2K U0 JUURE BE /5 1)
Oy FEARE TN N S 5k PR AT B I O U 2L 2R AR,
WEFT T s O 3 IR R RAR TR &R, 1B K
A, SR HE FEAH ) OPAL 25 FH R IAFFAK, X
— KI5 /N B R AR % DI MFN2 [
MRAE—FR IR A E3 V2 3 - &R H RS (Parkin) /5
A RLAR H RS2, 5 B0 M 2 401405 A gk ATV HE .
FE O JIE R B MIEN2, - 2R 44 77 4= (1) ROS #4111 il
TEfAEK, AT FH IR SR A LAl . I A A
SERIRLL PP, SR, LR Lk iA ROS A
2= S8 R AR ) R B R 2R AR 2 361, X i B 2R
& ROS FIZRAK SN /7 5 AE A T 2R A B W A R 37
HF J7 [ 2 ™ /N Drpl FE[H (C452F) )5
B T U S AR NN R 1 P W T S R 1B P -7
WL 5 5 s 4 o U il AN ATP (1) & B BRI o6 Y.
Drpl b 3 8K & B R AR R, B R Sz 451 AN
ROS Ftimj. IXECHAR AR T LR ARG AR
B O IERE K EMIIserh M ELZ/EH. A, @
ARG AR AN WAL R 4 BT R 2R
[FTEAF ROS /K, fEIEIR B & ] H T8 97
HF 8 75 Bk — 20 i 5 RSk .
2.3 RN NZSRBKRIEREL

B K R FE AL (AS) J& — P g M 28 0E 1 5
Gy K A H A 2H 20 s, R T 8 H
FETMEE R R R WK, LbiikDhse g
HET ASHIRRE. NI AS BEEE 7R B 8 28
PAKTIREFSAS, RIUNELT4ENE FIAZ 0 X 35 1] mtDNA
5 TUBURFE SR PR ™0 I P8 LA (vascular
smooth muscle cell, VSMCs) & Ifil & B Fl BE B ) 3 22
RS 7, LE O R BB A 4 K5 A 4 1 50 B 1
J7 R EEAE R BRI I AR
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ApoE" /N MFN2 ik B R IK, Xl BN
15 AS 1R 1 72 i 2Rk Bl 7 2 7 i g 2R B
Guo 25 P B e % W, 1Rk MFN2 it T & A
B B (protein kinase B, PKB XFx AKT) F4H ity #h
{55 540 (extracellular signal-regulated kinase, ERK)
(1) 188 TR A 7K P, 00 ) A A A1 %35 B2 IR B2 1 (oxidlized
low-density lipoprotein, oxLDL) 5 5 i it ) VSMCs
WEE, gk T AS 5 BT . MFN2 3 2058 i 411
il AKT 15 5 30 B A0S SR A I T2 38 B R AR 14 41
MO TS, X R RE 2 AKT SR AL 7K PR
2 Ri1A Bel-2 #H2% X & H (Bcl-2 associated X protein,
BAX)/B k41 A Jf -2(B-cell lymphoma-2, Bel-2) Lt
BsEm, AN o B ™Y, BkAh, 2017 4E Wang
S P BEIR T R (STZ) 5 SHE IR ApoE™
/ANER, UEEA T I XUNGE IS AMP B0E 1) 5 E
(AMP-activated protein kinase, AMPK) 1 #i 1) 77 =5
IS T BB IR N B2 4Bl Drpl (334 A Drpl /-5 1)
ERARZLAR,  INTI A1) P B 8 ) R A B,
WAL TIRE, IRGE SR FEREAG ) K 8 . Mdivi-1
BT AT D BB PR 5 B0 32 BN Mk P R 2 i 4 i
(8% B 53F -1 (intercellular adhesion molecule-1, ICAM-1)
I N & B 43T -1 (vascular cell adhesion molecule-1,
VCAM-1) 3Rk, 3420 PRI /N B 3 30 Ik N B2
0 A 2R AR R B, D> kLR ROS 177 4,
PO I JERE, D5 N TR, AR BN bk ok A
WA & B ™. ek, EE LR =Ema R, &
AS FPIERI F Bh ik, kiR B ENZE
# MIDS51 7 IfiL 7 BE J7 55 A BH % 40 ffa ] 2 v T
IEF /N . I MiDS1 BEA0 ] e /MR ATAE A KA
F (platelet-derived growth factor, PDGF) 4 5 ) K i
15 5 B k-4 ULAR B (rat aortic smooth muscle cells)
ATr5 HIETE . TR XAk s RN, SEFIE KN,
X ApoE" /N R EAT IR 8 ik 1 4 19 5 7 shMiD51
W MiDS1 J&, /N ESIIKFI AR R TTR . AS BEBIE
FSC ) B0 AR /N B R D T B 4H (VE ST PBS), AS
MRS B2 A . X R MiD51 A B CNIRIT AS
LS. 2% b, i o4 MFN2, Drpl F1 MiD51
(RZIE W] LAY AS By, 1 SRl & 2R
AR AL AE B0 JikCS B A A S AL ) v ) B A
2.4 LR NZESHERNPKESE

Jitizsh ik = & (pulmonary arterial hypertension, PAH)
AT — PhPH ZEPE Ml L A8, Horp s YR Aq . RIE.
LR AL ANIG B / JE AN ] DL 3 S0 if E PH 28,
BEIAT 0o Z 5 A AN AT O R v . T 1) S A

RO, BRI ER G AR B 2 5 % PAH 1T 7R
JiR. 7E PAH B Az it b, 3 B4
PS8 BRI 1 P A2 i 50 ok P 3 UL 40 B (pulmonary
artery smooth muscle cells, PASMCs) [t EE BHFIE, 2012
4, Marsboom 245 P 1% #, 7F PAH f', PASMCs
MZRRLAR 2 BT, X PP S Drpl 1) R i AN
MFN2 [ FEH 5, ABATIE PASMCs 15 5 34 5
& R 4 i J& 31 2 1 B1 (Cyclin B1)/ 40 i 125 (1
8 B B 1 (cyclin-dependent kinase 1, CDK1) 4
S Drpl 7E Ser616 17 s R b S EUI LR PR AR
7t PAH PASMCs U4t a1, {5 H /N4> + Drpl #l
#1177 Mdivi-1 F1 siDrpl 724 — S PTIg5E . Ry
YEF, FHIET PAH ik BY. X R Drpl /31
LR A LR W] R & — T 1) PAH YR YT HE ST, 2018
4, Chen &5 P2 [ #F 95 % B, £ PASMCs 1 PAH
SN B K (PA) LA K 19 b g 15 51 4 5 s 5 Y
o, MiD49 #l MiD51 [ I8 B B 7t &1, H o HF 3
RGN TR T — A H MiDs
1 Drpl ZH IR IE K F R A E, T i MiDs
(1) 2 3 3 18 ek 2> PASMCs (148 5 A1 189 T 9 72 SR K
55 AR RLAR Rl & 9T 0 5 PASMCs [ Mg =24, AT
8 2% PAH {1 K €. WIHTATiR, MFN2 ik PAH
o R I, MEFN2 B RE G R T R R B VLR 3 3
(phosphatidylinositol-3 kinase, PI3K )/AKT i& 1% fll 2k
LA T8 1R Ok 4 FF A i Y 5 S T A
MFN2 )i 235 18 PASMCs 41 it 4 #1153 4E Gy/G,
W, s gnpe iR seE T B ik, @R L
KLk s) 1122 5< 8 Drpl, MiDs A1 MFN2 7] DL
2 PASMCs 14 54 5 8 T 1) ~F i1, 3k 1y ok 3% PAH,
SR E A2 758 1% PASMCs A Ih g K520
PAH 3t JE ATy i it — D4Rt
2.5 ZRAHMHFESELERE

Fe Uy ZE B (LVH) J2& B G LA B /N4 i 5 i
2 O =R AE K . LVH AT R8I Zia 3 5 AR
RN, FIAnEa) 51, AT RE A 8 AL M B gk
T 0 (LV) 8 i far (s BRAS . A2 LVH @
T RN, SRS R D THIR . R
PELVH & — PRI 5, B n] RE & RIAN R
I R R NHEAT M LV Zhg B A HFSY, LVH (&
J&& 5 28 hor R R R RD 28 7 R MBI SR O, X2 T
EA'E LR Z (PE) i 5 1600 UL 4H A A 5 1) 200 fif A
Ak Drpl ff#6% Fif P 2013 4E, Chang 25 P 1)
W Eom, RN (TAB) ALBE J5 (/N B 42
ODEEBESEKEZ L (LVW/BW) B8N, mEL
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Mdivi-1 AFE /N R, TAB A3 f5 LVW/BW B4
B B A I 25 PR ARG 5 [RIRE, Mdivi-1 AR B F /N RS %
MM L, O E /K E (HW/BW) & % %K. TAB
75 R 1O UAE K2 b 5 AN O JUL 40 1 3 K BT 2,
Chang %5 P9 S B, Mdivi-1 f 40 38 0] DL B S5 P A /)N
i TAB A5 B Ol ks g, Bk, A Mdivi-1
0] Drpl 7] LL3% TAB % SO IEE K. 5 TAB
AL B /N B O IEAH AL, 3B AR DR B O LA L (k!NCMs)
7E PE 4bFE 1 h J5, p-Drpl (S622) 7KV 53T, PE
2 ZE RGN ONCM (R AR, H & H Mdivi-1 #5147 i
LbFR, FTR I PE i S INCMs A b, X
# W] Drpl £ LVH [ & i H. 2007 4, Fang
S BTN, 7 4 R N IREBEAY, A FE [ kP i
FERE G BNk 4 51 M KRR Ol
FEFE e A B0 O LI A& DA % 0 JUL PR i)t 3R B,-
B RR R B A2 AR SR 0 L, TE 4 Bl A
HW/BW 5 LVW/BW 7/~ [F] (1] B (5] p 35 & 25 39 0,
H MFN2 7 4 B8 %535 . [FIFE, M
Bk 1T (Ang ID) 2R BE B R B R E, LV JEFERS I,
LVW/BW 3 Jii1, 1 3 o iR %5 7 Ad-MFN2 i % 1A
MFN2 ] i % Ang 1115 S 19 LVH %, 5 —Fh £ i
REAE A, OPAL, AR TIFT LVH I TEIR
JrHE . HBS> OPAL BRI (OPAL ") [(/NRE R 5%
F| TAC 7121 LVH FLC ThRERRAS (15200 . 2012 4F,
Piquereau 25 W IE B, 587 A4 RN RAA L, 35 (50%)
OPAIl ™" /INRAEZ TAC J& B 245 5) kA LR JE A /2
Oy S BB, kel W, 72O LR S Sh A
RN o, S R B kiR Bl 12 Rk f, JF A
T8 I R e R AR Bl ) 2 AR DG R I 2Rk m] DARH 1k
TNCM A AR B3 0, AIi9sE LVH [k J& .

3 SGRAERSNDFEAOCMERRBIETTEES
HOE NI RPR 1%

LRI IR T O U B R DG B 5, ) 28
RLAR B)) 7725 R ¥ v O ML A8 2 55 (1 97 VR B e T 2
Fo HAT, T ISR EE AT 808 24T
Al LLSGE D RE T R . JE AT A G0 MFN2
A CATBT O Jy 5 v BBk R B KR REAE AL
Feby EIE RSO MUE B (R 1)+ wmdfik MiDs 7] PA
980/ Jili 2y Rk~ UL 200 B 4D 348 5 A T BEL 1k it 3 ok v
MR A 5 i3k OPAL AT LAk IR Hifi. 29+
TR 73 AR PN (35 2)e (1) #E1A2RAR R -
{5 F /)N 73 -+ %5 ) Dynasore A 1] Dnm #1 Drpl ]
GTPase 751, (A2 B A4 mEMGI/EH ; P110

5 S EBH I Drpl A1 Fisl 2 [B) A ELAE 5 Mdivi-1 41
#) Drpl (3% 1% ; TAT-Drpl-SpS ( —# N L2k ) 4
S M BHL BT 0% I A 1 8 U -3B (glycogen synthase
kinase-3beta, GSK-3p) 1757 (1) Drpl B#fiZ{t ; Elamipretide
(A ZoRL AR (1) T B AR ) 2 3 FRAIK Drpl 1 2R
7K, 38 hn MEN2 #1 OPA1 25 A /K F. (2) #E
RS EE /N1 BGP-15 ( —FhERtTEY )
47 OPAI1 f] GTPase itk ; /N FREZR 5 MP1 ¥
AT MP2YY 73 S B8 ] MFNs (A [ X 38, & $5 4
(I1E s B AL/ R SAMBA 1] MFNT & BIIPKC (BII
HAEE C) MAEAEH, Mt HF KRB h
(R 2R AR FTCoIE Th B ; Chimera BA/L (MFN2 #4557 )
BOd MEN2, IRELRARRITEA . RE R Rl ik
Rl A AR B (IR T O I B B 25 1 EK
{EE FL N T I R AAAE — € R BR %, 75 2 Ik A
T BERT . (1) &8 B R PESE 1R 58 /) DA BRI I
B, QAT 24 A 0 ) A 4 A S L P A
A FERTM . (2) LRk Al & FIRAR & A TE IE
WA EE S R E RN, SR AR
HIZRLAR B s B v R AR FH R, BN
BRARRAR 5 G AP e, 2R IR
YU SR AR 28 BT D0 75 1o DRI, 3 ] R A 2
AR RilAr B [ IX PG 9T SRS ] BRAN PR T SO i A
PP RTINS A e O L

4 RHESRZE

LoRiARE B 2 R DD RER e BESh A A4 L 2%
PR RY, S I ZORL PR S5 H AN Th g 3 B4 e
ThRERERG . IS0 JE B AL AR 5L K R AN,
{ELAE 22 o ML 50000 w250 L 5% B AL A 3 ) 5 2k
i, AORLR LS AN AR B AT RE DN 2 Rl I8 5
AL VAT HE AT (R 1), EHE SR B i 7 HEE
O S FE  BNBKHSREREAL L Bl S K s 1 A2 S LR

FURT, 2R sl 7)o 1 245 B 1 ) ok )iz
JS2FH Lo MV, X AT RS T IS R (R
ZRVEMZI P 22 AN, PR Z BRI 2
Yoo DAL, oCoEZRE 1A SN 7 2 ¥ 245 B 15 770 R R
PEANA R4 PR R A W R W36 2 BT BEAT VESH 1 &
XFEARKE SRR — A [FI,  4Em 2k
RIARS) J) 5 M R A AT R BRI, BT X e
HAAHAA B R B AR RIS KL
YA E L. AEXS FLARZH 285 B A B AR B 2 e I
RTER T, RGBT O IS I 0 R R IE B e K Rk
WHRENEARIRR N, ERERRZ, SEH
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G gEEd 334

=1 DMERFBSERENDFNEX AR BERRT A A

ARG BT RIS

TBLERVR YT I 1

I/R DRI 2 s A iat g 2445 {8 FAMdivi-1“", Dynasore™", P110%411|
LRRLRZUR, (RIS EVRA

HF MFN1EMEN2E K 0] % & DAL, HF S ONLOPALRIAREA X #IEMENL, MFN28{OPA1, FHFFHF™

AS ASEMFN2{ R % (1)fi FH Mdivi- L 1) 28 e 4 54 AR )
(2)¥EMFN2""

PAH M S5 75 2 Drp 1R . PAHSMFEN2J) R A % (1)fi FIMdivi- 14051 2 o A A B
(Q)BIEMEN2P

LVH MFN28OPA 1 K 7] 3 $(LVH (1) FH Mdivi- 10 2 i 2 A

(2)BEMFN2PY 5 OPA 1 T LVH

R NS FHYRTENFNRE SREEBNEL

N F U 2t

Dynasore i Dnm1. Dnm2# Drpl{{JGTPasei&{k, IR LeptAich i e AR
P110 ) Drpl (G TPasei&{k, BHLWIDrpl AFis1 2 A1 FAE ™
Mdivi-1 I Drp 1 EHES)

TAT-Drp1-SpS BHL T GSK -3 5 ) Drp 1 i 1k,

Elamipretide (ELAM) BIEMEN2RIOPAL, HIHIDrp 1 (35 1™

BGP-15 7T OPA1f{IGTPasei 11:*Y

MP1¥ PO MFNs™!

MP2°¥ I MENs™!

SAMBA FHHIMEN 15 BIPK CHIAH HAE F™"

Chimera BA/I BOEMEN2EY

PR REAALL, PIE Z R P O B, AE
ST T RE R ERLAR BN J1 2 AT VRTINS B ORFFIX A
AT, AR R T BRI
15O REIR RN Z E K 2R, KA BT IR
RIRIT 254, 45’ B R AL N2 4= A IR T T B

(& % X #]
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