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BE 2} 38 31 9 R W (endoplasmic reticulum, ER)- 7 i (plasma membrane, PM) 22 8] # i 3 fi & ({8 #% J ER-PM £

BR)HTIRAFEMEETHT. ZEBER S EWE THALAFERENA12%, E& P 285645 4 & Bk
b7, SR ETF XN SHREREMF NG L BED, X TR ARFZR PN EGRE G T
BEREAR. MEHNEZEX NN FER-PMEEHE G FALE, 458 5458 458 2 #0E £5(calcium  release-
activated calcium, CRAC)# & £ X w4 fe P Y. 2B R B EAWAFH — P EH. 5K, Bo AR,
KREFERAREOFSARICEANHIA, A EEAXLEMERERT FANITE. A XHT LS TER-PMiEEX B
HEMMNEEERAFER, RMAHMRACRACE B SR 77w L RFTHE, X EEMEXARHTT WY

HRE.

XEEIR AR, FUE, AR, SR RS EE, AL, HREF

T A% 2 M 1 — S B BLRRAIE 2 BT 2 PR 4 A
22l 44 5 M (endoplasmic reticulum, ER), & /K %k
PRy ERRIAAR. TRBRAR. SR P PN AR DAY FE A Ay
TEBEIE T AT, AR O A P # BAERIEATY)
FRVE BIAZH,  HE VR & A4l B 28 A A S % b
AR R AR A R R 2 TR AR i e 2
[EJAEAE 1 10~30 nm ¥ AP SCHLE). 11X L8 - S 240 f 25
AR () 1 B AT A PR A S 2 fit £ (membrane  contact
site, MCS)!". SR Bt 5L A S 20 ML 2% AR AR 8 W] LLIE
WNF20 20 SOE RS, (H i FHAR T BRI, Af1x
Heit), EEHBRAMIREFIAES LA R, H2y

308 AN T A 240 M 4 2 1] ) A8 3 e 1o e R S
(. AR R ORI A G Easife . B 0,

SRIEARAC R BT B, NATIR 25 g fh A
ENT AR DIREITIaA 7 ERAR T #, 415

20 2% HLAE R H P S — S 2% 2 ER. ER L 5T
0B PN R SR T I A R DA R R AT s, R
SOEBNYDANM N B B S . ERJE SN H e K
HIIE R G0, MAZ IR A 4R il 2%, I 5 2 Fhai 2%
VA o M AR AR, CATET T 2 R ER S B
(plasma membrane, PM), %5 ANZEKiAA 2 ] BE B2 fik
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PIMBCERES: JULPAIGH B P9 5T 190 - 5 5 EL A 5 CRACS 5 i %

A v pAY R RN - B X 2 4 Y ) 7 i P 4 3
REEIAL,  H AT TR R A A M fk A P 2 A
N R | eI LT e s el

CRACIHIHE /& —Fr LR (1) /) FERFIPM HE ¥ 25
FRALES. £ MACRACIEIE B ERE I (1 FF 5% o fF
STIMI(stromal interaction molecule 1)FIPM L [1)45H
T8 P K Orai | ZHBE T . STIM1AS RS2 25 /2 A ) L1
LRSI, HNALT B — 0 R 2 e
JRENAS B F(calcium ion, Ca’)ACEASL L5 F, T
HAL T M ) Cig X 38 25 e 5 Orai 1 45 & 1 25 1)
3. T Orail @& A7 T2 Mo o B b 1) — b DY IR 85 i 25
PAAS BT AR . L i G 18
ESZ AR Bl 2% S TRV 2 AR BOE Ja, it i S ek
— MR WLEE (inositol 1,4,5-triphosphate, IP;), JG& 454
T YT _E (TP 24K, 51K PR N R i Ca™ TR RS
T, iR R Ca” K HIBEAK, Ca® MSTIMI R4S 45
G LA, STIMIET R M RN FRMN, 1T
2 N o IR S T R REIX, 456 1 I o
Orai BB JE, 31 K& MIAMICa™ PIif, %52 F2EISOCE
(store-operated calcium entry). £ HSOCEHE A4 H1 1)
Ca’® B2 40 P J5 190405 P 2 780, AR MOk 5 7 JEOIR
B ILIEH M F A", SOCER JLFFra JE 0% 4
S b 5] RS IR LR, RN S E
BORJE, W2 AEBIIRE, WS . g
JIER FIALLUR B 21, kB2 (i3 %], SOCE
EAFEMETT. B RGO A LAR B AE N Y AT 4
bt im A AE I R EE R hAET Y. CRACE 5 5
TN REE SR AR, Ao B ET]
JUTL PRI 24 L %) PR IO - o i 42 [X % e i CRACl 7%

1 JLPIZnHE P s M- 5 B 2 X P i CRAC
5% &Ik
11 JLPI 40 P J A - 5 R 42 X ) K B

JIBE % fiok o 5 M) 2 TE UL 40 B AP A s IR R LY
19574, ANATE vt B 7 2 B (BT, electron mi-
croscope, EM)M %2 21 JJL PR 40 At A P9 Jo ) 5 e 1) A
TE BB B M 1 X 3k, o 3 B (X 3 iy 42 SO0 LA )
TR X (dyads) SUE BE LI = I [X (triads)! . i
WGk 1 &5 44 S B bt A2 P R PR - ol 2 T g B fik
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AN AT AEAn L AR U T O R O b
Fifi 82 R I T RN M I AFEAE. FEA [ 40 f -h XFER-
PM . [l 4% il s i 24 A B AN ), an e 4 248 o 4 g v
W FRNSSC’s(subsurface cisterns), £ BEAH it 4%
FrHcortical ERM 78 5L 't J8% 52 20 . v 4 #R 9 SRC
(subrhabdomeric cisternae)'™, T 7EAE 4 40 fd b 0]
FRNEPCS (ER-PM contact sites)' 45 Sy 7 Uk J7
i, FEARSCRARE PR A 5T - o1 JE 3% 42 X (ER-PM

junctions).

L2 LPYZ AR A 515 S %

O JULZH AR I — R DX B B LA R ) = B XA
JULPRI 40 B P A BT ER-PMUZE 421X, E LA 400 L ) Jof s
TR JE N BT T (transverse  tubules), 5738 ALK L
JiiM(junctional sarcoplasmic reticulum, jSR)FTZH k.
ZIEBE X RN VL P20 P AT 1 - 4 A G (ex-
citation-contraction coupling, ECC)H<## ¥ 47. WLAIZH
MU I A A2 A S, AT B L 1 ] 4 LAY 4TS
B IEIE (Cay) KA G AL, B BOE AT
JSR )% JE B 52 4 (ryanodine receptors, RYRs). J&#
S5 H LT X o) R R A R, e ¢ 5 R VLTS i
%[21].

IR DA e A AR I T 5] R S R 2 T EUNLR )
KPR R, B 20t 7R IR L, WSOCE, 5l
AT IR, RN g Ca® s LR YL f 45 42 (SR
Ca™" ATPase, SERCA)ZE AU ), Sk S5z fafe b 1 Pk 52 L
J A K- A, TUANIE 58 1 B 53 0 45 73 55 1) /N BR 58
PP WSS Eh RGO A R
FULA ™) R e A B0 LR > 0 #1) T SOCE. J
S A T A U AE UL PR 48 B e SE T A F SOCE /)
STIM1F1Orai X W CRACIHEIE TeAF Hf7 7E ) s
— I AR N BT IL 41 P SOCE /T K /N 5 STIM
JOrail ff) A R BRI AE B L. 110, Stiberds A1
RIAESTIM B g 2 /N R LAF 4E 1, SOCE & 3 I
/I\. Dirksen A BAKE /N BRVUE A1 I STIM L i 5, szl 2
SOCEJLT-iH %%, ifi[E1 #MhSTIM1 J&, SOCEZE &% K. [H]
B, A TSGR T Orail T AEZ K 1 R AF——E106Q
AR LE R ASOCER k7. ket TAER B, WLA4HH
H [JSOCE /& FHSTIM 1 flOrail /5 (1.

Do I A ) - Fh S L, B AR AL R AR DL R
JUUPAL B WAL 44 55 P B R (2D~ 2531)),  TTICRACIE



REBE: ARl 20224 2% 1

TE AT A5 A5 5 T A2 — ol ity S P A X 1 (1) A L i
TR BRI, ki — 1B, LA I BA R R vk
Y rh 22 ik —FISTIM B3 A ASTIMIL . 5
STIMIAHLL, STIMILYECHR 2 ) T — Bl 106N 2 24 R
M B A actingi & BE I KEL.  TE4HHE ZE 35 B
N, STIMILYE i BBl 5 Orai 1 S 52 7, 45 A BT
Orail. ZEMLA4HMI T, STIMILEE AT LARE 3 STIM 1)
TS . RELEEMBER-PMIERE X 44
Orai | S FER (K125 B, SZBLX Orai 1 O PRI HGED". (A
Ja R — A HE N I, B FRIATESTIM1-STIM2 XA
4% F 4T 44 41 I STIM L LAY 5 SO CE F) 3k J3F 2 177 B
18 BB T8 7 2 AR SR 56 I L A 4 g
CRACH# T8 S B AR R B 5 5. R Wit
R AR 3™ LA 40 Pt L AT e A7 AE — LR A 1R 42
[RlF- K48 I CRACIE I8 F) 3805 3

1.3 CRACES7ENL P40 R H i A BT A Te 4%

1 5 CRACIHE 78 LA 40 i o i A= B T Rk T
(1734 L8547 B Rosenberg 1A P2 TAEF B, CRACIH
B AR EEA . TR IISTIM1 ilOrail K&
AT S 454000, TR BRS TIM I 52 35 45 4i i+ )
F S KT AU X 2 K 3 2 BRI T L
STIM 1 Bk 19 /1N BR 2 B HE O U RS 488 11 5 A 00 2R 11
EVERRA, (2 BARI RS HLEAT 75 E 2B i 5.
e BN 1 TAE N R B, SOCESE 5 5 LUK M
PERSAS I 4ERAT 5%, LRI SOCEHM 5% 85 (A BB £ iA
IhfeOrail A% & 145 77 = FARUL A 40 i (19 SOCE T g
Ji, 23 BRAAT M ZE 5 4 J57 X5 KPR g 0, [ AR ISk 2
WAk B R A BN BT BRI, IX 238 OE Sl s1 &
IS 4R e 1 R B%, i3k iT 5 BLSOCE Bk Ff 1 4% 3 [X]
N R RO T 5 3R ik Orai 1389
SOCEJ&, MIm] LAy 4z /s 8 7E 55 8w AR~ LA
ﬁ%[%]'

A — S HJF 5T K B, CRACIEIE /S ISOCESS
SH5UAR KRB EYIME. SOCEHEE /N R E B AL
2507, Orai L B B WU T MRS D RAER B
R T g 1 B4R Orail ThRS Bk &
R LU LT 528 2k TT R LET 25 72N
UL R RS TIM G, /N RERIH ™ & (1) R B IR 22 F
B P PR iR e 5 B B SOCEAE WLIA AR K A4y
e B OEH, FEHERISOCEX H B NI IE S &

BN EREE, MREEIURE P STIMI
RIS ETR, B5EF RS KFRSOCEWE 2 7
w0 e AL A 2, HillFIRosenberg ] BA 4!
) TAEFBSTIM1 MOrail 1 F L EFEE LIFE T
i R, fERE R, X4 CRACIEE & A EAR
I AL PA) 200 i v () B AR AN [ AN 1) R, 4 BT IR AN
# BARJE A, Rosenberg ] B\ RIFEN A, 728740 AL40
farh, T AR, CayRikEWBRAK, M TTE M
Cay 507 TjSREIRY Rs 4 i i — BRARIE 15 & & B BL,
PRI I 75 22K STIM 1 RTSOCE Ff 1778 SR ¥ i % 1 45
155 RIFEAT QWL ARG B 17 7E A O LA i
THRR B RS BEER, £MNECCEE S IE
% RSOCERAT i T RE, STIMI)ZRILEAMSOCEN
B9 S AT S S

JUAE 2 Fi % LRI 4H i - CRACIl T8 1) R I8 K T R
MR HLEI T A2, (BRI JE5E N % A7 (E
— S SOCEE R 1. AR A, NRiZsh)5E
(L2 R AESRATAE IR E M, 7587~ E FIER-PM
X HHSTIM 1Al Orai 1 (3L 8 47 2 3 34 n. 1M SOCE
R0 A S5 T T DA B R P B R R R AR AR A A
TN B WL AT BE A AR AR A H R STIM LA Orai 1 BLAF
LA T B ST B R R B R LR e
HEAXTCRACH A HEEAEA. Fln, TERAGR /N R 1
HHELF, XFSOCEA FR il 1 H i 25 5 SLN(sarcolipin)
FEBE, STIMIMEERAL. A E/DNRIE L
SN[ ik F %, STIMIZF ik Fi, SOCE® ™.
Ak, BB UISRHK =R IA )85 456 8 HCSQI(calse-
questrin-1)2 5 # UL HSOCER W& 1. 1Emfk
CSQII/NR B #MLF, SOCER ZF =™ CcSQImfE
FHATL 1) 30 o B G 05 A S TIMUL ) T B 7 1 SR 59
STIM1MIOrail PR ECFEREE, #ETMFE(KSOCE. #HEN
CASQI1I#SOCELIRE Y A4E #E & SUAE TP 1b AR B4 A
TAURMCa™ i 8, SR, B Al — ke &
EIIREER H, WIRYRsFIMG29(mitsugumin 29), H#iE
ST DL B UL 9 SOCEY ™™, 1 T ik % B (4R
BN, H R A ILE LA 41 FR CRACE I8 % 5 7
RS

1.4 SOCEZEJL A2 M rh iy BE S AE K I 5 ALY

X2 LRI P9 #1555 SOCE FA 7 3 AH 5% X i i UL
15, SOCE [ 57 H #8823 B4 R PR L 1
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PIMBCERES: JULPAIGH B P9 5T 190 - 5 5 EL A 5 CRACS 5 i %

W, R EEVENL (tubular  aggregate myopathy,
TAM) 2 HF 50 B A I FISOCE S8 A SR LG, 36
AT 7 WA ZE SRR, A2 TR
I TAM 5 STIM 1 #1Orail ) 1) RE R AF 1 R A 5% 1Y
BERW o, AT BE ST, SOCENIF 3 3 AT fig
LIRS 724 B (Duchenne muscular  dystrophy,
DMD) J % 1 = #(malignant hyperthermia, MH)[] &
LR SEE,

LN RIR Y, BRATIASTIMIA] R 5 032k
WA RIRAE A ek, BEgH TAERW
STIM1-Orail /3 JSOCE5 L JLAE K (cardiac  hyper-
trophy)Z UIAH G, FHARHT 50 K B SOCEIE I3 NFATIE#
PEICE O U KA S 5E %™ Voelkers, OhbaflHulot2%
A ) TAE AR S 1O WLAE K 20 B I SOCE S 3, -2k
— b RS TIM 1 5L Orail 7] LLIR 55 M 2 % 1 (en-
dothelin-1, ET-1)={& ¥ _E J# 3% (phenylephrine, PE)%% 1%
S IISOCE 0 AL LRI AR KP4 Luot A2
HIE SN2 7R, R4 B kA %8 (transaortic - constric-
tion, TAC)W5FHIMER KA LIEH, STIMIAISTIMIL
IZRIE R W N, PSR IR BORIRA K STIM1 1
LI, KA T ONUEXR. X Orail Z£CIUIE K TE
R IVE R, B VoelkersZ NP 5841, BartoliZs
VRN, TE BT Lo v (R 20 46 3% () Orai 1 23401
il 3 B B LB KR, BA K Orai 1 491 FIJPIILEL
A0 T R i #0E D AR ER. BLE
W2 TR, STIM1MIOrail i+ FHISOCES 5 1 i»
WURE R BT B, SR T LA PR AH S A0 il 455 77 XA AR
AR — PRI

g b, RS AT CRACIlIE 76 Y 75 P41 i A (1Y)
VLS AR ) RE AR EAE SRR T LA PRI
—ANEERE, EXTER-PMIESE X N E 4 A i
EABIRN.

2 BB XA I AR

ER-PMIZ 2 [X FIER B S5PMFATHES, K KA
9100~400 nm, FANE P B 4910~30 nmP. ER-PM
[FIBER 6 RSHER T — R o A 1 o A PR,
T EL A AR 5 AT BRARTE. AT X ER-PMEEREX 1)
T B =2 LR LA

(1) HEEHEAR. RIAAKEEERARINRE T

20

ER-PMIERE X [ {21748, UL4ER, B BRI JE,
AR TR T ) R R TR AN
TR MBI E R PYSEEL T A (nm) 2R L E 1
(A E O WA X #E473D . 18 FHiZ R, De Ca-
milli B 2 Ge i #2217 04 0 Hh A R ) 5 At 4
B K R TR RS . BR T RTIA T ER-PMIE 2 X )
EEZEEN, BEFAITREHRREARIER T L%
& A WSTIM 1 FlOrai 1 76 1% X (AEZERE D7) SR,
GBI T B KR R A R, A
W RSB, SRR\ RN ™. &
—UEER-PM % 22 3 FE AR BRI 4 e rf,  FHEMAS: I
ER-PMUEHZ X [P MERE TR, 1% 24 n] R4 (/S ER-PMI%E
B2 IX AT 7t 52 31 PR il

(2) W% ShRITIE. 20074E, BallalH A g —F#
FTAZEFE SRR ICIE R TR, SEEl 7 s 4n
MEER-PMIZE 2 X [ Zh A T AL. A TE 40 i L3R 0A
TALFPMP Rl & A 444 FKBP12-Mrfp(FK506-bind-
ing protein 12-Mrfp) Mz T-ERFfl& & H 4 A CFP-
FRB(CFP-fragment of mTOR that binds FKBP12). &
MA%F % (rapamycin, Rapa)ff ~N— b 2215 S IX P
ANRlA E ATEA I ER-PMIEREIX R4 7 B4k, M
METEA M 18R HER-PMIZEZEX A B, BIRZT
HARE T — B, (%07 1 75 AR 4 ol
E ST d= Mo AR SIS e e
VEAR T RE A0 A ) A DR AS R AR A8, e i T £
Rapab ¥ 2 W05 A fimTORIE BR 2. X Lol i fik| 1
2 5 S ARAC I AE K I ER -PM & 32 [X. 1 ) 245 45 11
IhRE A IR

(3) $IhFiC-MAPPER. 20134F, Lioul# A% %
TR T STIMI, ER-PMIESZIX (1) 5 IC 9 Yo br
it . AMAPPER (membrane-attached peripheral ER).
MAPPER{R 8 T STIM1 )15 5 Ik A1 5 i (transmem-
brane, TM)IX, {2 GEEMAENRMAE -, EHRHE T
STIM 1 1) C A i G 15 i L 45 & 10 & & Bk P (polybasic,
PB)Z LR A X 2. AR5 KrSTIM H A J53 A P F 340 2 5
BRI A, FESTIMIFITMAIPB 2 (8] (1358 43 # %,
FRBAIHK & 12 45 A B (linker). i 445 21 1 2 f7
TN BT FIMAPPER [F] I #7475 BB 45 & (IPBIX, K]
T T LLER S P s B B /R ER-PMUE 2 (X, LAY 7
Hrl DR R ZIX AL B RERS. X — B In iRt T
B TSR A BRI v R BRI B X, X4 &



P EBNE: ARl 2022 4F 52 % A1

TR N, Rt — 2 B A7 [HMAP-
PER ) [ & BATTTE R IA J5 = RREL I B A T #2 X,
A 24 MAPPER R IA &1 =i, 238 b4 i o U ER-
PMIEHZ X (A AR, A T RE T HLIER X NI 2
FTALAS, DR A B B4 P 3R 08 1) 544k

(4) St AL ¥ riC-LIMETER. 20154F, Zhou's
Wang[H B\ 416, TMAPPERBEAT T #E— 5 ) ploitk,
W 2R 3B 70 B 4 IO TeFLOV2(light oxygen vol-
tage-sensing domain, residues 404-546)%5 1435k, K15 T
—FER-PMF 618 4% 2= b ic T LIMETER(light-indu-
cible membrane-tethered peripheral ER). 7E R,
LiMETER [JLOV 2K FLPB 5 ik 45 4 [X 4l 5 16 3 Jii ()
B3, PRI LIMETER S350 i P9 S5 AR 0 A . 225D
MRS 5, LOV2AGPBIX BEJif >k 5 iU i 45 4, LIMETER
28 P B-9E B (diffuse-trap) (B 0 F4 1 2 i ER-PMIZE
BEIX AR 5 8 10 A OB SR, 1% T BRI R
(177 X A B R e T A = 2 A, DL R RRIE T A
PEIEFE X 0K I 8] 35 B 1 o0} 5 3 B AS I B A T 2E %
FIT I B SR, A2 2 A 2 X R A /N PR v 4T b
187, Zhou I AV AR LIMETERfif 1 5 4 i flsi 5
G XSSO, 2w DA IS AR R A . X R T
FAT BT 8 Fh 40 0 (D ER-PMBE S X AT E 7T, 4559
S BT 45 M6 M Al R AE PAT LE W) S T RE BT ER-
PMIZEH X 13245224k 1.

3 ER-PMERXEHFRAEE5CRACH
HPA AL

PRICAh R fih i — A, BEDNER-PMIERE X A 58
B, AR LS TR R G % o
PIE AR, RE L, 2 ORI TR K
W TR Z A TER-PMIEEI X R H, FHitE— PR
T ey R K AERALEI(E. B ErS R,
FEAZ X PN 5 B BAE S A 0 A% X R 2 E K D e
FEEZSRREME5NESES. P 5EREH
BRIEAFER: N FBENRHEULEE VYR (phospha-
tidylinositol-4-phosphate, PI4P)/ g Mk 22 % % (phos-
phatidylserine, PS)i¥ [{iZ#if{JORP5AIORPS”; 25
i B2 4% 12 11 % 5 GRAMD(glucosyltransferases, Rab-

like GTPase activators and myotubularins domain)%5#4J

sy A FETY, A G AR LR ORI (1 B 3 A R

R AN AN E-SytZF 1 8 i (extended sy-
naptotagmin, E-syt)!"™), 2 55 5 A€ 4} {1 Sec22b-Syntax-
inl &™), PIAPHEMENTSacl *%. %X 5
SRS A LR E AN 32 A A FSOCESE S FICRAC
WBIEE [, WISTIM1, STIM2, Orail-Orai3'®; M %541 i
A1 5 N A US4 R R 1 Cay FITRY Rs™ 0 AH 6 i 42 2
FIIPHS ™48 % X 4 (192 3645 ER b (R85 30 1 5058
TBIETMEM16™™, DL 7T BLgS & FF 0% PM_E %
R B 1 Sre IMER IR [(TPTP1B™ 4. 534k, 13
BHWFRFEYE, HIEJEOK 2805 7l & f8 i# T ER
B FIVAPs HAET 52 A7 T ER-PMiE$: X ™ (HAH 14k
FEIh e T Byt — DR,
ER-PM % $22 [X &5 [ 432 fisk 550 PN [1) 2R 03 4 2 i b
() M R B AR T AR e B R I 5 45 21 138 40 e vk
FALRITAMCEARIAZ O T RIS FEED -
1) AR R AL AR R, P2 AR R (<1 ms), V&1
Y /N(<20 nm), ARV E SRS B R RE N
¥, JEE SR E AR (W Tyr, Trp, CysHlHis)IE
ARz, K AP F brid 2 5 1H 2 20 nm AN
AR b, B SERAifl . G EEs A i 2 4
AR BT % AR R AR R SR T DA
A BT R AL B AR A e, FERRE.
AR AR L FA AR Y8 [ IE i 5 ER-PMiE 2 X [1)
(B RSTAE Y, IEMFEH T XA EA AL E.
Ting BN & 1) T ARG S ML R I S8 AL 402 (engi-
neered ascorbate peroxidase 2, APEX2)4\ T 4RI AR ic
AR (Bt Ting 25 A% Vi A F) R4 A ki il
ER-PME#: X [ 88 i AT, FE% 52t T STIMI
P 9 25 FISTIMATE. 17 6 A8 0 2 B (1 4B T A i
AR (InBiolD) ™ A4k izt A AL W B 1 AR bR B
(W APEX)™ U 2 FH T % 58 o T L~ BEAR i 2R
4. Marx B\ 6 APEX 2R &30k Cay, %5 Hi7ECay
Tl A 55 B 3 I RADAE i RS T 5 Cay s & FEH il
Cay, MPHE FMERZMBE G, 2GRN PKAS
AL RADTG A H i 2 Cay, MG 1Z 1L X Cay, FOF I 4
H. 54T APEX AT AR iCAH bL, 48T B9 2
IBiolDARIE AR 1L H AR FIHL A AE T 1T LATE S 44 P i3t
FFEEEARITFRIC. Chen[H A Vit 2E /N B 4 BiolD2
ENBINL T BRI N IRIPH2 R H, et T 2
— SRR T BRI R A
{EFFERE N Z, ER-PMERIX 18 (A i 4 240 7
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@A Excitable cells Ubiquitous
Cay Ca, Orai1

sz P
w PM

00
LERS PN

&% s VAPs TMEM24
ORP8 GRAMD2 GRAMD1

- CF
(Asters)

Nir2/3

2

Src
CcDJ
Syntaxin
Sec22b
ORP5 TMEM16 Sac 1 PTP1B

VAPs E-Syt1 { 5

STIMs

l Activation

Cay
Cay K,2 m 0ra|1

3 %E; (P oS #

®®  oPHs  VAPs GRAMD2 GRAMD1 TMEM16
. (Asters)

VAPs TMEM24 E-Syt1 E-Syt2 ORPS Sac1 PTP1B

: E-Syt3 ORP8
ST|MS

TM: transmembrane domain Pl(4,5)P, PA PS Pl4P

B 1 A M- EE X (ER-PM  junctions) &7 DA A BHLA X HF B REE. A HEIRE FTHER-PM junctions;
B: 5 4T 1S 25 J5 ER-PM junctions. Y, 5 IRZRIZHiAH KA ORPS/8, A GRAMDZS M3 i) & H iR, Nir2/3, E-Syt
HHEKE, Sec22b-Syntaxinl £ &), PIAPHERLHSac1 5. 58515 5 SAHKM & A N 322/ 3 SOCEfE S HICRACHIE &K H,
AISTIMI1, STIM2, Orail, LAKSTIMI 3 5 7 STIMATE; 275 41l b /-G % - WO A AR IR 1 L 1 14 L AL 4 180 73 38 (Cay ) 122
JE 3% 4 (ryanodine receptors, RYRs) & #H <144 5 (1 JPHs. th4t, 54 TMEM16, TMEM24, Src-PTP1B, KV-VAPs%:
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ER-PM contacts and CRAC signaling in muscle cells
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Membrane contact sites (MCS) between endoplasmic reticulum (ER) and plasma membrane (PM), named ER-PM junctions, are
crucial for lipid transfer and calcium signaling. ER-PM junction occupies 12% of PM in neurons and is essential for excitation-
contraction coupling (ECC) in muscle cells. Currently, the dynamics and biological function of ER-PM junctions in neurons still
remain elusive, and known information of proteomics within this region is also limited. The regulation and physiological/pathological
function of calcium release-activated calcium (CRAC) channels, well established tethers that mediate ER-PM contacts, are waiting to
be further unraveled. Recent advances in super-resolution imaging, optogenetic technology and proximity labeling provide possible
solutions to address the aforementioned scientific questions. This review summarized recent advances in understanding the dynamics
and proteomics of ER-PM junctions as well as CRAC signaling in muscle cells, and further directions of related research was briefly
discussed.

endoplasmic reticulum (ER), plasma membrane (PM), membrane contact sites (MCS), calcium release-activated
calcium (CRAC), promixity labeling, optogenetics
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