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FU7ERICHERT L2012, I Iy B 7TORE - SR L WS -EERER, 3
b2y R TEOEBICLEZREDESRK, ATPHEAEICE DL AV Y7 AOT Y AAD
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1. FLC&IC

I MY N T7IEMBLN TATP % RS 2 M/
(ANFAT) THY, MBENORIIZIE U EELLE
R EIRBEWF VA AT THD. I bary F) 7oO/E -
SEE VS -BREREE, I Far P TOMEERRT
A=V A, ANy 240G, BER#HZES TS 2H
HELBEL D L. W, ANVTATHEOXA TV ya vy
7 M A MCBET A EHREBEAITDITEY, AV
TVLryaryy s r A boMiRNORE, BE L OBED
EAEHENTWS, I b3y FYTIWNR- )Yy —
LB/ - AT =L EOMOF VT AT EHEREN
AV FEREETAZESRA ERESRTED, 3
Par )7 EBOF VT AT OMEEEE, IS b FY T
OMEEMRBRERHMICERECHL LW LNERY
DOHbH. HMATH, I harFYTENKED XY

B R R R A A E R TR S (T192-0392 B
AL 9 2 N 1432-1)

Cooperation of mitochondria-organelle contacts

Hiroki Shimura and Shun Nagashima (Laboratory of Regenerative
Medicine, School of Life Sciences, Tokyo University of Pharmacy
and Life Sciences, 1432-1 Horinouchi, Hachioji, Tokyo 192-0392,
Japan)

AL OMIEE 70 () BXUH 77— (BFM) T
&k

DOI: 10.14952/SEIKAGAKU.2022.940170

©2022 NAEHFIE N D ARAALE &

IPIVR)TRBPLELIZANT AT ALY 7 P ORENIZOWT

TJVryary% 27 %A b (mitochondrial-ER contact sites :
MERCs) (ZBE§ 20F2ei 134 <, ZoEEMRIIIE < 24
XN TWAD. 19594FE |2 MERCs DL A O THE XY,
1990 4EAITIE & £ % Mg TIZEES 191 MERCs A3
Eh7z*Y, MERCs 2K T 28T 7H ) v 7T
AHEENTEBY, BREOREM TR, BEIEMN 2
THHIENRPLNE R >TWS (E1)*”. MERCslE
Ihav R 7ToBERNECI Fay BT ek O
Ca” kR MR Bk 2 I L, MilgMmiicBuwTERL
HEZHoTWD, AT, FCIbary YT
Ko ar sy e, MOF VT35 DHETHI va v
Y 7HR M CERTEE, I b2 N T7E2ALEA
WA TR OMEEICET 2R EMNT 5.

2. MERCs % 7 U 7= Ca® #k

MNaKEE A Y F ARy Yy —& L THEEREREZH
) C¥DWIETH B, ¥ 7 F NG LTRSS i
BAC A &N, Ca¥ E Mz EWE & L CTHkk
ML IS R EAEY, AU O 70 & OIS 2 %
T5. NEELS B Eh MR EnCca %I va vy b
VT7HEAND AL EICED, ATPERS T AR =Y AD
HEZ4TH EZZH5NTWAEDY, 1993 4EDFEFMTIC
X oT, MERCsZ M L7/Makro I bay FY 7D
BHEW 72 Ca OBEIIRIBEI N2 LIZL), 2T LY
Iy A DO REEIRIBEESNLY. Zok,
EFEFRWIEIC LY, MERCs &4t L 72 Ca il 25 DS i
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S, MERCsDEREHEE LT, Ca’ kvl
Lo,
) 7 AOMF 2 Cat i A,
FEOMHIE & B AEENH L (R2). @'
D Ca>" i FE 13 100~1000 M, L E Tl 100nM,
¥ F1) 7 TiE100~500nM DR TRz TW 517,
AEGIESEIT L) s mb s L,

VDAC1 Fisl Mfnl Mfn2 PTPIP51 PTPIP51 ? Vpsl13A
far kU7
SN
ANiREES
IP3R3 Bap31 Mfn2 Mfn2 MOSPD2 ORP5 VAPB ORP8 PDZD8 VAPA
Rl1 MERCs DB ZHH 74 » 7 AT
IPIY P TEMEEOLRSSEEE LT Y IRTERT. FRTFIIOWTIEAL 2B
D)
) [ \
b ‘ ‘ ‘ ‘ g 'J\H@{Z’S
( ) ¢ )
R = D U
J BAK/BAXHL
®
Fho0Lce FA Ry — L
o ©
s SERP>
Apaf-1 Caspase 7 7 21 —

X2 MERCs #41 L7z Ca®* @R Al JZ%T‘]‘ F—Y 2ADFHE

MBI L 5 TMERCs Z A L TN S I bay FYT7ACEH DAL, I Fay FUTHLLHMBLE~NF b2
O A ceSi &b, BAK/BAX R VDACIHIZ X o TIEK S NZALAT b7 a A coticlb 5. MBI HID
N7zF b7l cllEoTTRMY =AW SN, Caspase 7 7 I V) —DHEALEZ KT, 7RI ADF SRS
N5,

maEhs
MERCs Z 4 L 72/MiafEa» 6 3 ba v F
I bary Y T7TEALHE
AN E N RN
Iba
iR
MBI S h

13 mPTP B 11 % B 5 5 2.

VC‘/\Z) 23>'

17

M 12 ] AE 9 % mitochondrial calcium uniporter (MCU) 1%
T hRY YT ANDOCST O AR ZHE L, MCUD KK
mPTPRHIC LD I va v
KU 7 OBREMOWELERLI bay B 7THENFI &R
ENHR Frr7ulhcoBIloeNnbEEZLN
MERCs D7 H1) ¥ Z7HFE L THLN TV

Tw7zCa A S, M E O Ca® #BE1X300nM, 3
FIYRY) T OCEEIZIM T THINT 59, I b
YEUTHOCITREDOBIME, I bay B 7EEME
TZERIL (mitochondrial permeability transition pore : mPTP)
&, MREATI SRS, mPTPIZI Fa Y FY
7 #4 A R AE $ % voltage-dependent anion-selective channel
1 (VDAC1), WHEIZHFET % adenine nucleotide translocase
(ANT) ®F1-Fo ATPHHEEEHR, < M) v 7 RIZRET 5
cyclophilin-D (CypD) IZ X DR S NTHBY, #E I
AEN/z2Ca® DF1-Fo ATPERFER O 7= v L
AT HIETmPTPAHIIS 2. I bary Y7

PDZDS8, Mitofusin2 (Mfn2), Fisl-Bap31 ® 53 % #iifil§ %
&, THRPM -V AFERBEICI P2 FY THANO Ca™
WAL, 7THEF—T AR &SN B0 F 72,
IhIYFYTZEFRF LY H—EMITOLIZ, MERCs®D
T Y IHRTTHAHMMICKBEDOR) ¥ F 5 1L
BiZ Mz 52 L2k, MERCs DI % il #1352
BREWZ 212, I bay N TOREKTTHh 5 Dyna-
min-related protein-1 (Drpl) (%, MAPLIZ & % SUMOAL 1%
iz %y A L2k 5T, MERCs # RELEE, THRI—

VAFEERERPIT) I EBPMESN TV ST, Mo
AEHBORICHEPL,IZI P Y R TWIZC ZRA L

B, WAL 2 FHE & 572912, MERCsIC & 5 Ca il 25
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ShaYRYTHOTBT T —EIZL > TL-OPAL 2SIM SN TS-Opal 1242 2 &I2KY, ZIVAT VY73
YORENE &R N, BAK/BAX R VDACIIZL o TR ENILEZALTF b7 0 2 e SHIBBE~NRB S 5.

FIEHICEHNTH S, I by NI T7heF o ahe
PRI E s &, F 7 alcldApaf-1 & 7K b
V= A LIFIN L EAEREIEH L, Caspase 7 7 3 —D
WS X2 7R b=V AT 2 (M2). EFHE, F
FM7BAcEI Fay P THRENEIHE L7 ) A
TIXY Vv a KDL SN REECRET 5. 2
VAT Y x »Z7 ¥ a vidoptic atrophy 1 (OPA1) % mito-
chondrial contact site and cristae-organizing system (MICOS)
WKLo THEREINS., MO, I ha Y FYTHO
Ta 77— B & o THEE @M% 5 > 72 L-Opal 25UJ 7
SN E R WT 4V 7+ — LT 5S-OPAI
RN, ZIVARATF VY vy Y a YIBEAREL 2 L TR
PECH LAD SN TW2F M 70l eSHIE ISR S
5 (F3)®®. I +ayFYT7HhoF brabenitliic
BAK, BAX X VDACI 28 4. BAXIZMINE IR L,
TR = AFERPEICI b FY TICBITL, 3
Fa Yy R THMEICRAET ABAK EEARETERT 5 2
LIZXoT, I PV Y THEICILEZREL, o8
L Z MBS £ 503 £ 72, mPTP DR E T D
—2>THAHVDACLIE, I b3 ¥ N 7HMELTVDACT
) I —XRBAX/BAK & DAT UL ) Iv—%2BKL, F
70 LD EIED 2 MERCs %41 L7z Ca> OHLY
AR EF 7T cDORUIEHITIE D R D Hh b
A, I AV FYTHOCITREDHIMEZ VAT Vv v
7 avORBEEORTLGT AN ALIIEEHNEIN
T,

I by FYTHOCH MO FEZ T TR L,
ATPHEAEIC D HE TS, I ha vy FY 7THBEICRET S
Fl1-Fo ATP AR 1L, C"e B THT LITL D iHE
L, ATPE R %25 5 2 &, 72 TCA I Ty < %
F#TdH HNADHR FADHDIEMALAS, IS b v FUTH
DCMRAFEMIZ EFH$ 52 & H 539 MERCsZ 4 L
723 PV FYTADCORY AARD, ATP A

Hyplyfansd, EBIZ DFIZKELAEZYY AT
13 TP3R3-Grp75-VDACI D S RPN WA T H 2 LI2 kD
MERCsTERE A5 L, ATP FEA: & Ok D A38iE S T w
%% MERCs3HIMIED et F 7207 Th &, BHIRET
BELADOLNTVAEIENSY, EWHIZLEFTEE
REREEATHLEEZOND.

3. MERCs#z#H U7V IBE#H=

I bR TEENET S VIRE R ORI/
FARCREA SN THBY, MERCs %4 L CRIFEMIC/ MK
LI bay MY 7THEOREEZEIThNL TV S, Mz
3% OIREERBENRELTBY, £ OREIZ/ML
RTHBEN, ModEKEICH%ESNS. ) VIREOHH
B (AT R 37 ka—u3) YEBEOT YL
POHIGEYD, MIKRNTHRA T 75T 28 (phosphatidic
acid : PA) 3G S, PAZ D LIIREASHERIZX -
TEFEFR) VIRESGHRSNG, EERBEICRD BE
WCHEAETHERATZ 7F Y031 >~ (phosphatidylcholine :
PC) b FARIT/MMIEHNTER I N DXL, PALPCOH
A THBHRAZ77FINVLY ) —)T 3 (phosphati-
dylethanolamine : PE) %>, I b3 ¥ NV TWEDOG & %
LAY F 1) ¥ Y (cardiolipin : CL) & W o 7z—ED 1) »
JREEI by P TICRAET 2 8MEERICE T, 3§
Y FYTHTERENS. MERCs # /- LTV YIREIE
WAL SN D 2 s, ARICEELRY YRE oMt
MEELTIbPa vy Py 7 E/NRRIIEE 2 &E#H%2H -
TWwWb®, BEREIZ BT, MERCs D % 4H 9 ERMES
¥ Mmml, Mdm10, Mdm12, Mdm34 ® ¥ 7 2= v b+ THERL
ENTBY, ThoogT2ARBLTLEY &) VIEE
DI RE AU 534 ERMES IZ W —#8o J5 4k
B DA IIRE I N TE ST, HFLFHIZBIF 5 MERCs
ALY YIREEE AT FFEHRE ST Lo

AL 5594 %55 25 (2022)



7z, AR, HFHEICBWTENS ORI WS TR IRE
WXk 27D T AL EhTwd (R1BXUERLS
HE). Mmml®DSMP K X £ ~ L PDZDSD SMP K X £ » &
B AH ) P AT < 132 \2%, PDZD81d Mmml & BERE Y (2
METHAZ EDPFHHENRTWEY, 72, BEICHH
HLTBYHAFICB VTR S LTV 5 VpsI3A 13 FFAT
FAA Y%A LU TRIRIZRIET 2 VAPA LR T 5 Z
LIZXYMERCsZIK L, U YIRE 0%z H ) 492,
/NBB AR R AE 9 A motile sperm domain-containing protein 2
(MOSPD2) & major sperm protein (MSP) K X A ¥ %&b,
FFAT F * 4 ¥ % DOPTPIP51 LA LY VIR 0k %
179 WHETEAVRIE ST WA, ER EMIBIEIZ BTk
A7 7F Y NEY » (phosphatidylserine : PS) D ifiiisk % 4T
9 ORP5/ORP81X I + 2 ¥ KV THMEIZ K AE$ 5 PTPIPS1
EREATH I E MDD, MERCsIZB W T H P SOk % 17
AW H A, I ba v B 7HMEIZRAET 5 M2
WEPSICHEA L, PSO%ELTHI®. I haryFY 7R
MEERTERINS ) VIRE ISR % EoRYE =
EEEEZME LTSI 05, MERCsZ At L7z VIRE
DOWEIIEETH L. I bary FYTIRAET L Vi
Hixs v BERAEL, ToEEE T 558 % 5
D, IPIVIFYTHTHERENLCLIZI PV FYT
HNEETOPAL L L, I b2 ¥ Y 7 ONFE#E % fil#
T 54 BBREWS &2, CLAYY VIREINK S fREEE T
@ % mitochondrial-localized phospholipase D (MitoPLD) {2
Lo THfRENn, EASNIZPADDpl LAEAL, I b
YRUTOGHEEMHT BT, T2, 274 TV VLR
PR CHERL SN TB D /MR TR E NS 1T I FA3I b
IV RY TSN, I vay ) 7 oEE B E BN
EETCTRI=—VAZFET L MEESR TV LY,
MERCs Z 4 L 72 IR Ok i I b3 v N 7RO O

1 OWHLBHICBIFALI by FY 7 Mo F vy 5 OB E
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A%u6Y, I bIYFYTOHERE, TP
HEREH STV,

4. MERCsH¥ife & BER R

MERCs O i i & i #5828 1 95 1 o> F8 9 R0 o B Ak 1
BEYEASH O, HPEEME & L CMERCs 2 1IEH 2D b
BEEPWFEENTVwDE, TV —REEICBW
T, MERCs DBFEILIEAED 5N THBY Y, TR
I Y R 7 AOBE % Ca? 2T LIC & o THIBEAE A
FEEINDLEV)WHEIRE SN, F/2, 7304
FpEMEAT Byt 27 L& —FIZMERCSICRHIELTHY,
MERCs #F 5N & o THEMEHML, 73Iv4 FpD
PEAEDS R 2552 Ty < —IROERER & LT
MERCs D IEH BRI & D & 9 RIS TV 5.
F 72, B ZEMEMRAELAE (amyotrophic lateral sclerosis :
ALS) DOJHEIET TH 5 SIGMARI DFERERE %>, SODI
DI X 5> TMERCs DREFEDE L, ALSFIEZ 7] &
9. ALSHEH W TEM T % TDP-43 Y VAPB-PTPIPS1
MG RN X5 Z & TMERCSIEAEZF &R T2
ENRHEEINTVEY, ALSOEHIEE LT, MERCs D
ke 2 PImI L, ARl A RS 5 Z LIt s T v
5.

I ha YR T OBBEAREIZIET VT — VIERRIEIF %
(non-alcoholic steatohepatitis : NASH) % 34 M X & 2 Z A
D—DE LTEZLNTWASY, NASHEE OIFIETIZ,
M2 DIEPDEBD SN TWEY . 512, FBERY R
M2 K~ 7 2 DRI T, SHEICHE % 1 9 NASHEED
JERZE 2T, MM2IFEFHEPSICHEAL, I ba vy FY 7
E/NAR O PSHi%EZH Y 2 &2, M2 D KIFIEPS
DIEICREELRIL, MMaAZA ML 2ADOTLHEEZNLT

T v N T BRE Reference
I hay Y TNk VDAC1-DJ-1-Grp75-IP3R Ca** ik LiuY, etal, 2019”
Fis1-Bap31 Ca® "% Iwasawa R, et al, 20117
PDZDS8 Ca’ % Hirabayashi Y, et al, 20172
Mfnl-Mfn2 Ca’ g% de Brito OM, et al, 2008°
Mfn2-Mfn2 Ne& o g% Hernandez-Alvarez MI, et al, 2019*”
PTPIP51-MOSPD2 N i % Di Mattia T, et al, 2018*
PTPIP51-VAPB-ORP5-ORP8 Ca*" % De Vos KJ, et al, 20127
NE'E % Galmes R, et al, 2016*
VAPA-Vps13A BREL o> i % John Peter AT, et al, 2017*”
SMAVRYT-AFT )V —A Mfn2 X5 ) — N Daniele T, et al, 20147
I ba v Y 7 -HEE Mfn2-PLIN1 BEWGEE p At Boutant M, et al, 2017"”
ACSL1-SNAP23 ERERA Young PA, et al, 20187"
ISPV RY TR FFY Tom20-ACBD2 AT HA FAEK Fan J, et al, 2016™

V—A
MY RYT-VYY—L Rab7
TRPMLI

111

I ha v R 7 Ca* EhRERH

Wong YC, et al, 20187
Peng W, et al, 2020%"
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NASHEEDIERZ 5[ & 2 3. MERCsIZL %) Y IEHE D
Bk X NASH R EAUUTHE D S A DRIEICRIS-3 5 2 &
5, MERCsIZZNBDHADIEES =7y hO—D L%
ZHNTWA5.

I har FY 7RO Ca> I ATP B A %2 Ml 78 o il £ %
HH Z Lh 5, MERCs 4 L7z Ca>* ORI 25 A ML D
P & AL DM B S WREEAVRENTE D, PAD
FHAIC & D8 72 MERCs D E D ifim AR ST % %9,
S ARIBAF R AYICMERCS 12X A 2 a2 ¥ FY 7D Ca*
OBFFEA %G EHEZ§ 2 & ATT X IUIH AL AN
EFIZRIL, PABBRNOEMSMIFTCE S, 5%
#Hl 72 MERCs OIS HALIERE DR IH AR D B 5.

5. fDFIH 2 ZICEB I bAL N 7HROBIEEE

IMIV R THRTHOLNEEEHEZE) 051+
3 YKk GTPase Drpl T 5. Drpl DKL, I ha v KNy
TOGHEMECILHEELRI MY FY TOMEZRT
Drplid I b ¥ Y 7HEICRAET 2 Dipl ZBAKTH
% MFF, Mid49, Mid51 % HENZ I a3~ K1Y 72 7 v —
FENS. DplZEERKRZEKL, I Fa Y FY TED
IhEZ & REITI LTy FARE LN T WSS,
Drpl HAHCTI ba ¥ R TIEORMES L% 5EETE D0
AR DOWTWR W, DplilXkbAIbPI Y FYTED
IHE %12, Dynamin-2 (Dnm2) 253 b3 ¥ K1) 7 O #%
SEEFESRITIENMEINTVSY, Dim2% / v
757y L7zCOoS-THIBD I va v FY 7Tk, oL
Hi FRAL A3 < 1 L 72 super-constrictions V25 S LT B
D, DpliC X BBEDOIHEIFHEZ 5 TV BEHNI ha vy FY
TORHNEZ SRV 05, Drpl T G2 %]
FRIELVWIEEZRBLTYS., L2LAR2YS, Dim2
BIPIYF)TORRBICFES L EOMKT % HE
bENTWDEY, ZoWETlE, §¥4F-3v 773 —
DNITNI v 2T SN AN (Dnml,
Dnm2,Dnm3 / v 777 ) IZX b3y N 7oOREMRE
BROENWY. T2 ANLWIERShZ) VIRY
DIEZFPREEDLRENZ LKL 72FERICL Y, Drplidf
FE200nm O & SHEICUIBITX 2 DIk L, Dnm213}:
ES0nmD A VT L v EABBREYN T A L2A L
TWARWY, F72 Dpli 3+ F TV —2055 b
A, Dnm2 DRIFNRIVF F 2V — 2 D552 EE Lk
WY FROEHIC, Dm2ICE B3I bV FY T ORK
SROFHCE L T-HL#EIIhTniw, I b
YR T OSRGIEICB T D Dnm2 O E & RS 5 720
12, B4 L3P OMIICSIRNA Z W TDim2 % / v 7
ForL, Ihavy ) 7OREZBIZELL. COS-THIE
TEDM2REIZEAI Py FY TOMEREDO LN
A%, HeLaflf R U20SHIECTIEI ba v FUY 7TOMER
D ENTL o572, Dnm2iE COS-7HIMIZ B VW TIEI v
YR T OEREGEICED DR T TH DA, HeLafih

ETRAMZHRPEO NNV E0S, $TXRTOMIT
HLHLTHROOLNLBRETIE AL, I Vay M) 7oK
SEIIIMBOR TG T EEZ LN,
SPAVRYTOHRICIISIETEET LT NI ERF
VIR THEGTEZENHLLTHEY. 9, M
KAI DIy FY 7 REEAL L) ICEMT L. 2O
WDl I by FY 7% 7RICHE, I ba s R
V7RISR, Fo%, I bR TO5EET R
9. 2 bR THREINEERL) VY —-L R ED
TN I THEb L LTSN T W28, Fx 37
IV IBRHEDAL 7 b=V VREERAT 7 F VN
4 /7 ¥ F—)v4-1) ¥ (phosphatidylinositol 4-phosphate :
PI(4)P) Btk b5 Y ATV Y% v b7 —2 (trans-Golgi net-
work : TGN) /MEA I ba v F) 7HRICHG A2 L %
721722, PI4)PIERIEZRER T 5 Y IRE D —
DTHY, PIA)PAMEEF (phosphatidylinositol 4-kinase :
PI4K) 12X DHKAT77F I NA 7 ¥ b= (phosphatidyl-
inositol : PI) 2*SEA SN A, PUKIZ4HED Y, £h 2
NOERMBNBENRL S, BICTVIRICHET S
phosphatidylinositol 4-kinase-III-# (PI4K3B) % % @ Ji £ %
small GTPase ADP-ribosylation factor 1 (Arfl) 2 & 1) HlfHl &
N5, BHPEEHOMMBTALIORENRI VY FY 7
R EL 5.2 5 2 LHURENTWAAY, IFLEH
WCBWTZOFHME A D Z A LIS ENT VD
7o BAIWFAfIOTT 27 % —D—DTdH5PIAKIBDOKR
BRI Py F)TOMEZG| &I 2 & % HeLaflly,
COS-7#ifd, U20S Mz 3HH DOMALIZ B\ THERE L 7=
72, AflORDOTT =7 % —"TdH % ceramide transfer pro-
tein (CERT) ORETIEI ba v FYToOMENEDLN
T, AfIREICE DI bay MY 7HEZ{LIEPI4K3IB D
FRAEMC T ISR 32 2 EAVRIB S Nz, FERFEW T 212,
Drpl% /v 2 5 v LIBEOBIED L iE L7z b a
YRYTOREEERELZD, PUKIBRAl/ v 7 ¥ Ul
RTEAEDOL W HEEDI ha v Y 7OREZRL.
E 512, PUK3BRALfl /v 7 7 YHlLO I va v FY
7 Tl super-constrictions ¥HZE SN, I P FY T EIL
#ii &4 2 Dipl AL IS T B 2 EAVRIE S N7
BICDpl OFBERL I AV FYTANOBITICKE 23E
WIEFED BN o7z, PAKSBIEEIC TV VARICHAET
% 7%, PK3B O —FBII/ Mk & o>nwiz3I ba vy by
7 OWGHE AL RAES . PUK3BIZ X V) A X5 PI(4)
PRAfIDABIZI b Y KU 7 OGEHMICRET 5.
M4, Arfl/PI4K3B R PI(4)PIid/Migfk b LS IEY v v — 4
LEHITI PV P TR I V- FENRDE
TFREND, EBIIZTON/MMg L L di2I ba v FY
TR ) 2 V= b ENDH T RO LN (K4).
Arfl/PH4K3BIC X ) #EEENAPIA)PASI b2 ¥y Y 74
IS T3S ELR 5720, PIA)PA I b
IV RFYTBEICRESINSEDE ) PEIAHTH L., TN
JHRENEDO A TV ay s 7 VYA FTIE, PI(4)P

AL 5594 %55 25 (2022)



175

/£ At
| PlKK3B |
PI—>Pl4P

TGN/INBE

UIVVETN
()

shavkyy

4 3 bav R TR

(A) I bay P 7RIk, VY —A, FFUATVY Ay bT—2 (TGN) /N, 72 F >, Dipl
PHEML, IV P T7TO5EEFIERIT. Arfl/PI4K3BIC X o THEA SN72PUP % & TGN/MEASI b~
FUTHZICEDbS. B)I by FYTHEHECDplIEI hay FY 7KL 2, TGN/MIIZI Fa>y Ky 7

o3 CICHENS.

Es5 I bay Y 7EMmoF TR TN EEE

VA XY=L

A704 KB Uy =LA

I havFUTHR

e

SPAVRYTEESESERINVT AT LAY 7 PR LEKET A5, HERTFICOWTIEIARL 2 S,

LAV AT O — VIR SN, MR & Nk e o
AyTVvryaryyz 4 bTIE, PI(4)P & PSHSZE
HEEND S PL(4)P DA% 1B 5§ 5 ORP5/ORPS
IEMERCsIZRAEL, I ba v FY 7 oRERBE~DES
BHREINTHWDLIERLY, TGN/MLE I Fa v kY
TIZBWTHPI4)P PSS EDIFE R Mm% S, 3
Fa Y Y TECPIG P ERET 2 URBENEZ NS,
PI(4)P & pleckstrin homology (PH) @ X 9 7 PI(4)PIZ#5 &
THHEBMEAES TRV I V- TEL. Nk
V—=2DarF 7 b A4 MIHALEPIAPIXT 7 F VA E
BTHAEOR LR D AP23 EDT 7 F v OBALIK T % 4
e Ap23ICE AT 7 F VOEFIZY FY—20D
SEEFIEEITY. I bay N 7RICETE L 7ZPI4)
PRI FI Y RYTHREZFEITTLAIRTFEZY 70— &
LIENEZONSE., T FOELSIZED S Cortactin,
Cofilin, Arp2/31&Drpl ® FHi T3 b3 ¥ K 7 4% % fill #
THIEDRBENRTEY Y, PIAPIZT 7 F v OEAIC

BLET 2T 2EMSE, IPI VR THREGISED
FIEFFREINDL. 5%, PIGPIEFENZI 2 FY
T O R o A = A LB S NITL 72,

6. IPACKNUTEMDFIVAH X SRHEE

R N I IV = AN U T /A G == o= o) B
FEeAYTVLryaryy s A MEEKL, dEEL TR
35 (Fs5 1. BHEEN 7YV vu— ViR
ATBY, AEWO M) 727 ) 2 — LAk g S
NWCHEBEIREE 2SR S 5. S EERR AR 3 MR IGE O p 1R
B L7 T B i L CTATPARICE ST 5.
IhavRYTERPEEE DI VY 7 MiEMM2 & perilipin
1 (PLIN1) #4rLTirbhTW5b. M2 ORI NG
FEREEE, IV VR TICXABGEARERD SE
25, M2ZA- L7723 bay FY 7 ERI#O 2
¥ 5 7 RN O 5 R & IR AL Z LS B 2 L
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AHE SR RIEOBLIZI Fay FY 7o b
Vw2 AT b A7z, I hay Ry 7 LEiED 2
57 MIRERD L VERERBEO I a3y FY TNAND
WY ARZEGLTWS., I hay B THRICRET %
acyl-CoA synthetase long chain family member 1 (ACSL1) &
synaptosomal-associated protein 23 (SNAP23) &#i&L,
Fay Ry T EEBEOI Yy 2 MBS L, IREAHT
Mbb I EIRBENTNE ™.

AT )= BN REZEOELENRPOTEAT =V %
BT HANTATTHY, #F%E AT = MK LER
VIOFERELRLE. ATV —AOEHIIFINDOD A
F=UWHY, AT—V3EAT—VADKKRAT )V —
LFAS=VEEATL™. KB THLAT— V1,
AT —=V20BBIIBVWTAT /) YV —21EMm2 % LT
IhaYFYTEEETS. M2 KEMBTIE AT/
V= LADERICRENEL L ENS, I FYTE
AFG)I)=2DAVE T MIATZVEBBICEETH S S
& ARIEB X 7z M2 i Mitofusinl (Mfnl) & MERCs @
R ZH D 72T, I bvary P 7 EiEhE x5/
V=L E8FEE RV ATAVE 7 MCEELTE
D, ZEFF MR VE L% &I X B M2 D& AT
VHFRFAY %7 NORIKIZE 2 B BEOMY DS H DM
HpO—o2b w2 b, T/, NVFFTyv— AR pME
ERER, AFuAf FEREITH 7. RVt F vy —
LAEIPIYEFYTDOAYE T FIiETom20 & acyl-CoA-
binding domain 2 (ACBD2/ECI2) IZ& o> TIEKEN, AT
04 FOEGEICHESTH™. )Yy — 23K
FELZBRAELTEBY, MRANNDGT % 5T 56k
2RO, VYV —AIZRET HRab7TIEI PV FY T H
HEHEL™, TRPMLLIZI b3 > KUY 7o Ca® BRE# il
5%, BERICBWT, BIEICRTET % contact nucleus
mitochondria 1 (Cnml1) & X b2 > KV 7ZHHED Tom70 2%
eI rary Ky Toary s VeEREEINDL 2 LD
KN, I PV TREEIEELRIVTAT LM
LT 2. 4%, IbarybY 7ot vt sL
DAY 7 OB RMAR T ) ¥ FNT- O E DR
INns.

{0
&

(R

7. BHYIC

ZLDOFTIESL LW RICEY, I haryFyTe
M+ NI4T BEBEDZEANHS N Lo TETWV S,
MERCs D FE DS & 72 o TRAET LR HEH ST
BY, MERCs DEHFEMEAERIEN E LTEXZ LN TV,
MERCs 7217 C& <, I bavy Ry 7 efioF vy 451
DAY bOWFKEERE L OMESTFHINLZ &M
5, ANTASHE Y s s MCETAEERIIIEEICE
W, F /2, I ba Y NYTHEBORFIE, SAREIL, M
R BRI, OIMAEIRE R EORBTRDOLNT
WA ZENL, I bay K7 ORI OMH O

SR HT 72 e RIS D A3 LIS FEE SR TW B,
L, FNH AT MHEBEOH - R EE ORI R, FIVH
SMaryy 7 bBLI bary FY THREEZENE LR
BIROBT % EOMERMDPIFEFIZELATH 5.
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