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Abstract

As one of the major Ca** channels for Ca®**
influx in non-excitable cells, the store-operated
Ca” channel (SOC) is involved in a variety of
pathological and physiological processes. The
SOC has received much scientific attention
regarding sub-types of the receptor-activated
Ca’* channel. The activation mechanisms of
SOCs have always been an important focus of
research on Ca’* signal pathways. However,
a generally accepted theory has yet to be
established. The Ca® influx factor (CIF) model
and the conformational coupling model are
two widely researched models. CIF has been
extracted from various types of cells, and
it has been proven that Ca’*-independent
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phospholipase A, is a substrate of CIF, playing
a crucial role in activating the SOC in certain
cells. These findings led to the ER-CIF-iPLA,-
CaM-LysoPLs-SOC pathway model hypothesis.
The structural junction between the TRP channel
protein and the inositol-1, 4, 5-trisphosphate
receptor is the foundation of the conformational
coupling model, and has wide acceptance.
Future research into the roles of the inositol-1,
4, 5-trisphosphate receptor, the ryanodine
receptor and actin in the Ca®" signal pathway
should reinforce the conformational coupling
model. Deciphering the mechanism of SOC
activation will represent a breakthrough in our
understanding of the characteristics of this Ca**
channel and its regulative mechanism.
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58S (Ca> WE RN N A58, 5187540
AR 2 14 A BERT G BE AR, 4 B P Ca™ i) A
T2 FlE., 26E0. PEME
BRSPS Ca’ W (SOC)FE
TR ZHAR AT A AT 20 XA 4 i | SOCTHK
WA FICa” N R(SOCE) AT 115 41 iy 2 b
SR AR, o dn M gt . B RIS R O
PO A AR . — 2R R IR IR I 1 5 B
2y NS g AL kg E T 2
SHELRZ 4N B2 N J5 M (endoplasmic reticulum, ER)
AL A6 b R 0% 4 PR C ™ T A P T AT A 4
Ha g Ca® ¥ B T, B SO CHIE i I L iE

A A AE.

1 SOCHITE MAID-F4ERK
SOCE Rl Hi 2 Ca® Ja Iim i . fEAET
SN AR 1 R R C 2™ I . (R4 i AT HeCa®
THE 1) TF BT AN T 453t 78 70 FE oy, M40 i
DB B 43 Ca® Bl e — X RS L C 2™ N B K
FLWORE; A7 25 AU Ca®, S H AL WINa
Ba’'. Mg %5 P B 1 PR AT A, WiE T
WAEE W W2E . #Ar R E . &
TREPPESESOCH M W KK, Bl Ca'-
SOC(CRAC)FIZ Fiif £ 1 (cation)-SOCY. Fifid
orail. J&JiiAC /B E [1(stromal interaction protein,
STIM)AFAHIC A IR I, 2 — 22 (143 20
T8 16 S O C K B 5 A Il 18 73 1 e i 1) 48 58 ok
T € .

19894EMontell ez a/™ LU SR 4y B9 1
fl7% I 52 44 B (V7 (transient receptor potential, TRP)ZE
K R HRIREE, 245 A MIC&emMILshyh k
LT TR TRPIEAYL. TRPE FLES) 145k B 53
B IS ECa™ i 8 (voltage-dependent Ca™
channel, VDCC)FE 5 FBL, (HE AT L Hs BUZAE A
25, ACRERG AR F S MO ¥ Ca” I, T TRPIE
T8 8 1 5 SOCH AR 2 AHLLH il 18 K P A T g,

B, s TRPE ESOCH = ZA oy, H %
1722 # ¥$h TRP3l i (human TRP3 channel) 1
JANSOCH ™. T+ B Z i s = M SO CIiY
A, ik = i BEE R SO CHIHIF, PA itk H i
WA RE S B AL AL SO CIlE R 2 1. 40X
TSOCH T MIBIFE, 12 HSETRPIEIE T
){:'%[12-15].

2 SOCHYBUEMNH

Pt A 9 e AT g 0 b R 0 T A 1B R )2
I NATTSE AR Y 2 ()FS NI 1
7 (Ca®™ influx factor model, CIF model); (2)f4%:
FHIEB MY (conformational coupling model); (3)%E
WAl & 4R (vesicular fusion model); (4)Ca” 7
FER(Ca™ regulation model). A, CIFFAY I
ZRBIRB 42 445 B b5 22 1) SCRpA 583 . CIFAR
R S AR AR Fi Takemura e a1 19894F 77
Sedeth, AR RUBR BA R P FE I 5 o A RS
{537, WESTREBOE N0 5T, AR5 4 s 4l
MG SOC. Trvine ef al' " F1Berridge et al'™' -t
19904FEH H T M G ARRIBAR A, A AT LW ER L1
1, 4, 5-T IR L 52 1A (inositol 1, 4, 5 trisphosphate
receptor, IP;R) 54Ul F ¥ SOCZ [FAF- /451
R, MR ICa G, TPRE M Z L
A, i “HEE-EAT WEEMETAENRE S
Atz 356 1 21 S I SOC T HL T

2.1 CIFAEA! CIFAE AU B AR A R BLAR (AT (dif-

fusible messenger model). Randriamampita er a/"”

T 5 NS I FE 5 P Jurkat 4 i P SR A5 — ROk 3R
e, ¥ HAEH TH41 0 B a5 RN Ca™ A
it PR IR AR A5 Y DN T (Ca” influx
factor, CIF).

2.1.1 CIFARFWER B2 % EEAR R
H N AN 8] 564 5l 3R A T ARABLIR CTF S ey,
HUGAE T CTFA7{E 1) BT B L T e fE P2,
Thomas er al™”, Kim et a5z FH 3 (F3 4 7773 M
LIRS AR AT R A ), I AT
S HE N R0 L JS B0 T S RO (1) AU
F-HLJ(Ca™ -dependent CI current), X HL i i
WA HCa™ W51 K. Trepakova et a/™
53l NI BE S NS il b R4S T H AT AH ARk
(RICTF. #5328 P B B~ A 4 i B5e U E i 3 A
i AK(anion-exchange HPLC)H5 | A Bl CIFF$R4E 51k
o o3 IR B AEAN T | RS RS
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1 ER-CIF-iPLA,—~CaM-LysoPLs-SOCEBESIERL. a: #EiHEASCa™ J5, EABBIOEEHI A= CIF; b: CIFFEIA AR 5Tk
EYIIE; o CIEMGPLA, FFEBSCaM; d: iPLA,#RISE 5742 LysoPLs; e: LysoPLsilid B #2F FE & EmhoR AR AR RS

SOC.

JCa™ T S Ca™ NI, Trepakova er al™'
YKHAIE T CIFXT BAANS O CIRIAE . A ATT#E I et
VY TET 1) &b (insid e-owt) A FF 30 1 i SRR X ik
CIF(H345 B FH S5 A FCIE v BORER 78 77
WOERANSOC. sl H Fy s s &, #5r2
FINACIFIE B 7p 1 K/ 4600 Dalff) ok i
fif, BREEHTI. PUBK, A E ABGHIA, (HiE
0k 1ol 2 il A S0 B R A R A P ) 4 2% 4k B
TSR, X EAE P U0 ) At P B A A 16l TR A 1) B
BUZ IR R A 51

2.1.2 iPLA,#9 AR A 4E R HIFFE R, SOCHI
I i RUASR CTF ph et 3838 75 88 b T FFTBCIR
AP A3 2 N k) C IR 30 2 30 5 A i
{4 IR T A,(Ca®*-independent phospholipase A,,
iPLA,)S4MISOCHYT. iPL A, =44 FH 2 /K il
IR0 P T, A AN [ 2 2 A i R 4H 21
HA 2R EEIIAERY. iPLA IR ALGPLA,B)
HAT — Bl R At 1 WO AT Ca™,
M= M85 88 F (calmodulin, CaM)T 1. 24
iPLA,B 5 CaM4i &, HIfeR A, #ErCaM
SOEIPLA2B, I A fe 4 PUME R (arachidonic
acid, AA)FI I 1% (lysophospholipids, LysoPLs).
Smani et al"[IIFFT 45 F R, ANFHZE A4 SOC
AT R RS IPLA, S . Smani er a/*ik
—BUE, K CaMMIPLA B bR 2 Bis B4~ SOC;
ANIEPEP N FH LysoPLs, et aE AN 4 f i
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SOC. H G HE1 )L, LI UFHE TR CIFRRE NS
CaM MiPLA, #5Y,

2.1.3 ER-CIF-iPLA,-CaM-LysoPLs-SOCif 352
AR L TR I, — AN LI I CIF A Y
e i, BIER-CIF-iPLA,-CaM-LysoPLs-SOCi#
S R A Yo o I & S By AT 1 3B
7, ERHEAXCa® JiF, 76 FEIH (F185 i Hhoid od B Fh
RGN AR R AE AL 43 -f CIF, CIFRE N4
T B O A S, A R 5 L R — &R
FIIRE N : CIF 5 4 B A 254 1iPLA, |
R FLATHIVE I ifICaM, iPLA ST 5 772k
LysoPLs, LysoPLsit ist B 24 F 8l JE A % 1)
[ PR SOC. A, XML b e i i B
SOCEE Wi g & 1k, BICa™ 1A 5 45 11
P ECIF, CaM 5iPLA, B &5 45, iPLA, KT Ji 15
11774 LysoPLs, SOCIETERICa™ P it AH Y 4%
21k, iPLAESOCHE 1 I CHEAE H L& 7R I
NS S . Jurkat4l 0. RBLAH AT HT
H i b 4 i Hp A5 BRI s,

AR I P 45 TR B o 2 A 40 S
LG4 R LA BE R RE, AFEEO 2% rP
RENF Gy, IR 2238 AR T H ) &: (1)SOC
MICIFI) 531 U5 2 ERE? (2)CIF A2 7E MR
B A A 192 (3)CIFR CaMMiPLA #5411
S FHUERAT A2 (4)iPLA,TESH i JE BT J2: e
SERLI), 5SOCHAE AN IEZR? (5)LysoPLsii

B B AE A
M E 45 N R
A ¥ (CIF), ER-
CIF-iPLA,-CaM-
LysoPLs-SOCid
AL F ) % M
TR AL R
ER R T
WAE, A HME
FEE AL R 0
iE % T TRPd id
Ea L =g
B2 R (IP3R) 4 52
B, S
EGECRS Rl WL
Ryanodine 44
Mzh & @ 5 E45
15 5 38 3% P TR
BRI, 1E
BTHETEE
A A ag ik % EA.
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M43 SOCisk
EHUH 0 2R
RILIRIE, A3
AU E LT e
Ak TSOCHF
W) 8 I & BB
EAEEA, 35St
M T AT A A
LGP ey 9] A R
Z A8y ).

V.2 (6)Ca” HE I th i {5 1E 7 A= CTF, 7640 i )i
FIRICIF BA S 1T 77 26 [ LysoPLs 2 a4 AR i 112
SOCE R A& EAEB L1412 (7) a0 S iZam 4% H 11
SELCTA I, 40 M2 TR ) s HEAR
A2 ZBCRA T RN D IR B ARG T, AR FE 2
BE— 2B (SR B

2.1.4 CIFfe 40431 5F CIFIEAZME i
WOHSOCIMBREE AL, A48y 7 anIP,. 3 ik
P2 R TF A% B (cADP- ribose)™ % - 1-W R &
(sphingosine-1-phosphate, Sp1P)™, ¥ il i IR 1R
(lysophosphatidic acid)®. 5, 6-FR% -1 =4
(5, 6-epoxyeicosatrienoic acid)”’ L4 LysoPLs
&, B REE IR L HA ML HI B SO CEZRIBE [ )b T Ui
B BeloE SO C. AHANZ B A s SO CIAE Al 43
TR FR A CIF. AR 1 2 H X “CIF” 1)
SE S, XA N 1% A2 L i IS L A 45 i FE o 5
FAAE L JE R ST SO Clf 5 R Ca® it
IR B . AR EACIFI 2 T . T &
1 R BT 2 /DR 117G Bk SUEA
A, BAE 2T IR SE 5 45 LA SR I 9T
A5 o FC A I BARK 3, 1R A HAhCa™ Py i it
i, “CIF” Nz tE A .

2.2 M RABBAEA MIGARIDAALE tHlrvine e al'”
FiBerridge et al™ F19904E5G G4, 2 J5 SR
TR I 22 A, ST A BB R A A
ER LEIMIPRS 4 fu il i SOCid “ & -4
H” P EEATEAER, B BA#4S0C, i
P S T 51 K SOCE. XA B 557 5 L4 iy
) 2% 75 WL i Rl B (excitation-contraction coupling)
BLAIERE 5 24

2.2.1 IP,R&G & #MFh 4t IP,RE Fr T EY
}240-260 kDalfPBi a1, 2504 TR 1 A 5
PRI AN Z R, [l LA 45 A TP, N Ca™ il i (1)
Rk, DA AR AR TP, 5 ) Ca® Tl . %
S AR EH 1) 40 T 53 A — BUR A INOR g A —
BB L (R S T 0 A R CoR i, NOR i 29
428-650 M2 IR BRIk i L IR AT, & HIP.45 & (1)
SCHEIPF1). TIPSR [ 784 DU A 4 g, AN S0 By
2734802749 N R, B &5E— NPT,
PN Nl o R R i (VAN R R |V B B
oy, RS ARANE Al N B KR SR 2 —, AP AE
3R, BENIP,R1. IP;R2. IP,R3, [RZH4UR4Y
S AR AN[R] 1y 43 Af AN ).

2.2.2 IP,R5 TRP:@ 8 #9354 KR K 45 R E
B, IP,RAf 5 BEA% N 2 M TRPAHHE 25 4141, iy

TG TRPC3HIE*. Kiselyov et al” {7
7, HEK293 4 Jfid v 58 #£ (1) 1P;R 55 h TR P3 18 17
TEERAR AR R AAH HAE FH, E57th FE3% JShTRP3
T TE BRI R, 70 M B S0 i IP, ) ik &
G54 XN PR R4, AR DU TP, RIFINCR
Ui/ Ry AN S I R 48 X Sk 5 78 0 I SO C,
IP,R 1 (11 B A4 S X 6T 4E RE SO C I AR T IR
AL T, Boulay er al™ R o g Lyl 5 5
EAFPHTP,RAERS S TRPIHIE 45 5, JH4 5 HiF2q
HIF2g TP, RI; 1 (S X 8k, B 5 TRP
TGP AN EAE L F2qdliib] 7 40 B s bR g
X Ca” P, F2gE M IELFAH I, 45k A
[P, REATAEAE, 40 N TP /K- Tt v i BE %
SRR R Ca™, F5ith N Ca® R E T B I S RE
HCa” W¥i. Rosado er a/™" ] s Lyl vk,
WEBI RN AR PR IS Ih TR P LIS E 5
IP,R2(1Mj AN FETP,R 1 BRI P,R3) 77 A8 45 461 13 5.
Tang et al""MF 52, 2445 Ca* f74E N, IP,R 5 TRPIE
T8 W] 1A VE FH B B CaM A, A 4 CaMUAITTP,RXS
TR T RPAd A ) P A0 45 A AR A,
{EAC PP TRPIE 1 X A AT TR R A7 A 22 5
2.2.3 M FABBALAL 69 AN A B JLE WL,
RA IR 2 S0 45 R 5 W SRR R A7 A5 7 i,
F G0 20 2 3 0 B AR AR TR 1R AT T AT Y M b 78 A0
A
2.2.3.1 IPGE R R () Ca® A Vi van er al™iE
S, —FIBT ) T CAG TP, R 5 AR AR 7E 41 Jifd A &
LG, BARANRES AR Ca™, HIn] LLEIP,
MR N R AEF S SR B Ca® . 7T 45
R Berridge et al” {5 A —FiE ¥ HCa®
PN LI T8 4 B2 TP RAS B A A5 T B i C 2™, BTk
RTAGAENCa> THIB O TE, 8 5 T S i
TS 1A K R Ca™ SR A0 I B2 X B AT S A5tk
FRE A TF . 1 H Huser er al™*7E%] I J2 40 iy
(T Il 52, ERIX Sk MR FiCa, RENS I
100 pmize He4b () Ca® P, IXARBL T 45t 5 L1
I Ca> it 2 AT AL 3T i ohe, BRES Tt G
W LUERE ¥ 7 ORVRE FE R IS Ca” A1 Rl % kT3
14 FIRA WSS, Berridge X ERAI
[P RIVA & S SRR TRk, I HHIP,
B % 3 ok RO SQBGE Ca® I B T
B2, F5 it ERFEUT A1 B S DX 1 R Jad S0 P
FIHRAR S, S TP, R K TR 5 7 40 A i
JRA S AB B 1A 45 F4 A, 43 BRE RORTAH fifd -2 [
(910 nm2 (8] Py s H R 1) 2 B AR A, IX
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B 2 IPEUEMMAZINEICA™ IR, A: 1P, EHEAMIE SSOCTERANIP,R, 5& RGNS, $5(5 Bk 5 2 ERNSOC |
2 Ca> NI, IXFPIPRAEECa™ MBERHE; B: PG A SSOCTEREIIP,R H S HCEEH DB Ca™, iX T IR e
B SSOCHEEMNIP R A M FHEELIHESOC. C: A2 IRKETEEET FEi HAbAE 5y, RAES ISR Ca™ i A2

HiksocC.

FEIPRAL A BRI S, 43 ) ) S e 1T 52
A S5, A0 L P9 AR Y. (0 3 bR X sl AR TP, F
R SR Ca® I IL: 2% IR X
IP,R 5 SOCHIEHIX (#12A), 1P, HEIMIEIP;R,
G BRGSO, K5 B s 5 2 BT
SOCH|&Ca® Wi, IXFHTP,RAH % Ca’ i 4F
P, BT AR A s AN BRI RECa™; W
2R DA T 2 X BT (B12B), TP G A S
SOCHEFZ TP RIF 55t X I MR Ca™, iX
Toft X358 P 6 R 11 55 SO CIZE B2 TP, ROR A 4
SR LLEE SOC; T 12 F bR DX ek B8 2240 5 itk
HAbEE > (E20), HEES RSB I Ca® AN S
WG SOC. 1P, 1 B H0E A FH BE 0% AR 25 ith 4
YT AEC A I SRR, 5 P 1 R
T8 AR AR S KR Ca I, A5t
AR S | R Ca L. Berridgeifdgi,
PR A0S 75 2RI BE R I A2 AE T4l i, HARAT]
W E IR TR B—Mor N EET K%
PRI Ca” P, o —Fho7 SNAREL T 45 1th fr)
H P e,

2.2.3.2 SOCHIP,ROC HARR L TRPIEIEfE
HIP R4 &, Wb e S Ryanodine 2 {4 45
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Ay W2 515 UL TP, R AR % 8 # T R P 1 1 i
FIL AW BIR 2 HAbME 57 1, WISERCA.
caveolin-1. ffIFH§C-B(phospholipase C-B,
PLC-B)%%5, NAITPRBEIP,R ) TR P IH ) 34 B2 [X ot
TIIESOCE S HA LW S ks ik, th4PTRP
W 5 SOCZ IR R AT R HE— AR 5y
S F NN, TP RIGE 1 Ca” Tl I A ] T-S0C, J&—
Pt PH 2 7l 38 0, TRPHE (47 A 11X Ff
Wi —. AR, (£ ANEHTFI R TR g
J U461 gt A43 140 i RITHEK 29340 g S,
NI ALK C 2 M AT AN [ (10 805 7 X0 4y
et AT P Rt NS W d =g 21 S
B 40 r ), — o O 8 S RS A S TR O S
WOE, HF UK T iPLAL IS, 5 —Fhagis
BETP, G T X iP LA, ANERURR, v BT TP, RFIE JE )
R R AT L TG, A —FEE R T RE S OC,
AT TRPAII IS MAETRPL, 5 FMA I 2.
Bolotina et al™* ) KA FIZEAI I Ca® 118
RS 0T ARG 5 7E th R N, JF AT e 347 A —
N A 20 P fiSE 1. A ATT/EER-CIF-iPLA,-CaM-
LysoPLs-SOCIHl % M4 5 AR IBAS 2 (1) JE il 42
TR R . PR R ) C o i T AT A

iR EE

W FSOCH L 4
n fo o ik . A5 AR
BEH LA R
Fom i 42, A
A B T iR
P i 23 o
5 3E 2L 4 045
WA AR 0 AR
EINE
AR BG T FE
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WA
PEEE P
FHEEIE, A1
Tk bk,

[FEIALHIEGE, — e el r), BIsocC, 7
— P2 HIP,REEAM, RIIP,REEHL I Ca’ Sl
(IP;R-operated channel, IP,ROC). SOCHEWS I
iFER-CIF-iPLA,-CaM-LysoPLs-SOCiff F% i
IP;ROC 55 AR (TP, RIE £, 45t 38 1 1P, RFE I
Ca’ i j5 & RAEM B SR, NIEGHIP,ROC. X
PP Ca® I 1] A8 23 B AEAS [F) 28 A 41 g rp ot A
FH, B8AE ] — 40 B ) AU I B R AN [RIE .
X RS L) iR Berridge MR B AHIE 2 AL,

2233 b HARBRAEA R RRICEAL 2 AL T
“HEA-EAT ERRE RN, X5SOCEM
XTSI AR, AT RRX T,
Patterson et a/UHEH T “ iR R AL

(secretion-like coupling model): £5itB¥EH 5, ER
(1) & [ 08 23 1 20 JH0 v B R F T % 1) 4 i JEe,
f#1P,R 5 SOCIEH I M= SOCE, ERIITFE 1L f4
T RSN T 8], 3X SO C Bt it FEAH %) 22 18
(1) 2P AL IXAMERY I AR 2, 5 44
i P R e N i 1 SR PHLAS TP, R 5 SOCTE i 2, %
Z U REAR I 3200 (40 Mt 2 i 8 5 i AR
20 0 S 1 P 2 - 20 T S0A 4 i P A HL A
A EAr, PRICa™ PIRARAT A fig 2 70 HLA IR BN
AR AR B4 40 i (whole-cell) ic SR AL i1
N F A7, RBL-140 i &1 Bl 40 i 2 R RS A
A IFBEA XSO Cat M, (HAE oA J LK
TR 00 f A7 200 U S 2, A R RN 1) ) Ak
AT AT RIPRIFAE R % 5T 28 T 44 Ca™
W RE AR 25, AR LARTIIWT T, 02 5 4
2-aminoethoxydiphenyl borate (2-APB)ff JIP;R
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