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Interplay Between Calcium Signaling and Reactive Oxygen Species

HOU Xiaoyuan', LI Xue?, LU Yan'*

(‘Department of Dermatology, the First Affiliated Hospital of Nanjing Medical University, Nanjing 210029, China;
*Department of Dermatology, Obstetrics and Gynecology Hospital Affiliated of Nanjing Medical University, Nanjing 210004, China)

Abstract  Calcium ion (Ca®) is an important secondary messenger and plays an essential role in regulating
gene expression, cell cycle control, cell motility, autophagy and apoptosis. Reactive oxygen species (ROS) are
generated in moderate levels by different intracellular systems, acting as signaling molecules involved in various
physiological processes, while high levels of ROS can cause dysfunction, diseases, and even cell death. Increasing
evidence suggests a mutual cross-talk between Ca®” and ROS signaling systems which seems to have important
implications for fine tuning cellular signaling networks. The interactions between Ca*" and ROS signaling systems
can be either stimulatory or inhibitory, depending on the type of target proteins, the ROS species, the dose, and
exposure time. Such complex connection might enhance signal transduction, whereas dysfunction in either system
might affect the other system and undermine the stability of both systems. This review briefly summarizes the
interactions between the two signaling systems that finely tune the homeostasis of Ca>* and ROS.

Keywords  reactive oxygen species; calcium ion; Ca®* channels
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g5k

B PN AT i A7 P (~ 107 mol/L)RE JBCHE N TR, ¥
T NS T PR N AR S E A B A B 2 AT
P A P A bR G EE L, T M N Ca? RS T i RT R
2 RAMMIAET M, 15 1 % (reactive oxygen species,
ROS)ifE i HL 7 5 78 | S 73 758 AT AR, T R 4
FES 7 H 2 (0,0, b5 B K Bl i kA ) 5
L1 (superoxide dismutase, SOD)E FFE Bl S8 fL &
(hydrogen peroxide, H,O,), A W) FIH,O. 1 — T
B TS PR R 2R (HO) >, 2R A 2R [TROS
A I R E R SRR B T I IE /R 1S B L, AR A
JH % P ¥ £l (mitochondrial permeablity transition
pore, mPTP)RE I 2 il 5. ROSKR 11 A4 b AR
WS VS B RT3 R] A R 2R S B LN ADPH
ZALEE(NADPH oxidase, NOX). R &, #nEEns
FALHE. BRI SEALYINE . A0 K PASOM A A TS
A HEEKFROSHE S AL E A AL
TS 5EMEES) . SR, /KT HIROSHE i 41 il
PrEALRE I, ROSE SR A4 40 40 >l
B oK 2 IR R 3R B, Ca* FIROSIE 5 R A 2
(B AR U A BAE A ANAEEL R, =540
G5B — ARG RERRRG 2 E R0 5

Endoplasmic
reticulum

—  (Ca flow
..... +  ROS regulates Ca?*
—--=»  (Ca regulates ROS

— ARG, K — RIVREE 5 F A, RA T
BEAG . SR B AE T .

1 {EEFATEESER
1.1 $5BEIETBROSHAE RS K

ROS— EL# A N A2 A ATPRL 72 Hh A AL AR )
RIF=W). WA SIS 1% BT 2501
AATAENBED . — BN, Ca? il il fill I =%
T 0 A w1 T PN T R Sl A A T I S g
il 73— it ) A AT P& ity IR nA A% EF IR B o7
B, VAR R A o ) S8 AL B B0 A BEATP & i, JlId
0 AR U T8 e IV AR TE 22 (A, B0 R R A T
JRAROSAE B I WL NN, Cail it 5 F
WP EE S AW — 4 54k, 5 FROSF=A, SEfR
b, ZRRAR AR S YR E T Ca? R R AAROS K
PR, 2RI FE A7 S (JCATP & )R, Ca 4 Y
I /DROSAE BR, B8 LA DR 25 A AV BBl (ATP A BRI,
MR HECa? Y B, FLXTROSH: BRI 52 M AN [F], 1 A 44
M Ca> i &), ROSHI AL B hnv] G 5 2ok A QbR
BLKY, ZHEEE S 5 HFTROSAE . Nishida
SEUOTR IR, ATPHG L7 A R 248 i N v s A4 12

Plasma
membrane

Mitochondrion

ROS: 5 PES; TRP: Ik 324K B8 73818 ; VDCC: B AR M MEAG i 18 ; PMCA: JR I Ca>-ATPHiF; SERCA: UL R/ Jifi I Ca®-ATPHf; STIM: &7 Al
HAEFH2F; Orai: 85 B8 OS5 8 18 & [1; NOX: NADPHALEE; ER: 5 ; IPsR: JULEE1,4,5- B SZ 44 RyR: 22 JEHRAZ 44, mPTP: £k fAcii

BEHAAL; MCU: ZERL RS B L i .+ IET Y, — .

ROS: reactive oxygen species; TRP: transient receptor potential channel; VDCC: voltage-dependent calcium channels; PMCA: plasma membrane Ca*'-

ATPase; SERCA: sarco/endoplasmic reticulum Ca®'-ATPase; STIM: stromal interaction molecule; Orai: calcium release-activated calcium channel

protein; NOX: NADPH oxidase; ER: endoplasmic reticulum; IP;R: inositol 1,4,5-trisphosphate receptors; RyR: ryanodine receptor type; mPTP:

mitochondrial permeablity transition pore; MCU: mitochondrial calcium uniporter. +: positive regulation; —: negtive regulation.
El 5B FiRESROSZ B ERIFT
Fig.1 Interactions between Ca’* channels and ROS
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51/ 1H (voltage-dependent calcium channels, VDCC)
75 FCa* WL HEROSAE i, 1XFf % W 7] LA VDCC
BEL 1B 751 o- 32 12 745 2 (0 CTx) GVIALE K 148 1% FEL
ATP AL H 85 20 L83 PC 12400 it P 97 155 605 R e 1
I, 35S ERAR LA AIROSAE %, %A F AT LA
PN Ca® 5 4 77 (BAPTA-AM) B}, 28 K7 4 5 B ] 4% 326 K
(mitochondrial calcium uniporter, MCU)#Ii| #JRU360
BEL T, SR £ R A J5E 57 P4 Ca® B 2k B3 i T ROS T
A, FREARMCURR Ik 7] DA 35 FEAIC IR BT Ca® T v 17
AR, 5 R, SR EEE BoR, Cat il
HIROSHI A B R /E A . Ca? i ik TRPM 2 18 HF
SEHE NI, 4ERRAN AR AR e 2 IR - R
P, i ok 3N XK AMERE SR F-3a(FOX03a) fil
Ui N A ——SOD2 B K Pk ROSAE B, AT £R A
11 0 e 52 R A L R AR A

Ak, HiT2 KI— RAPTAEED S5 F
Y1 B L T R IROS, EEAESOD. i EH AL A
B B H RS- AR E R &R 1%, Ca? it
WA PEN RFEATTROSHITERR S RE. —J71H, Ca®
AT DL B RO PR A B (o A A S A iR
ik J5 ), $2=SODKAY, FFAECa™ i T ImPTP I
B, LR PR RO B K. 59— 5 TH, Ca® Ui
F145 1 2K F (calmodulin, CaM)R] 12F— 25 % i S 4k
NS NTTRETE -3 N ) § YO 2/ G i
1.2 $5iATNADPHE (LS

NOXZ ik F B AV S ThRe & 7= AR A
LS A, 2 AT 5 NOX2(gp91P™), p22r™
HHL T FE pd 7o, p677*, pd0P™™*, Rac(GTPHf )41
RIS AR, NOX2 B L [FIEYI NOX 1. NOX3,
NOX4. NOXS5. XA 11 2(DUOX1 AT DUOX2)
NNOXes#Z 03 . NOX25 p22rtox— ke #4 sl 41
Ji €4 25b558, NOX2 4 Wi i i 5 K EROSHK N, 1X
Tolt 75 A, A2 2] 0 57 S0 5 1 R T, B R IV R A e AR
H ¥4 B C(protein kinase C, PKC) FR 1k, 5 17 2 it
JIEE A5 TEC 400 B €2 ZXbSS8HT 2L, M PKCH i 4b 4k 8t T
Ca®5160, Hh b, Ca® Wi 45 /465 R 2 (1 0 8t 1 i
II(calmodulin-dependent kinase 11, CAMKII)tH 7] DL
IINOX2iE VE, R #EROSI =AM, A Y B4 i H
FINOX 1L 55 HNOX2 HI B IS L, 1M 52 452K
LLFNOX2M JE iR W3 . Ca®"if il it B3 PKCP1,
FR AL Thra295% 35 1 TINOX 135 M 18 3 ROS A Bt '®.,

5 R EEEEHNOXAH, NOXSHIFE A DUOX1

A DUOX2 1)l A4S 45 &8 H , fKHi Ca* 72 £ ROS.
NOX55NOX1~41 X HIHE TNA i 41 5Ca> 45 &
IJEFTF- &5 #) 3(EF hand domains). iy P Ca* Tt & fi&
#ECa’ 5NOX5 EFT- 4f #4) 3 45 &, i ZENOXS5# 1)
%, 75 Hm K IR, (N o 5 C oA ity f# Ak 45 44
WO B, WO REIE = AEROS™ . B TEFF45 1
K, Ca® WUiE IfICaM AT LAAE I T-NOXS 1 CoR iy 45 1)
B, 5 5 SRR IINR v B v M. BEAb, Ca?
s B CAMKITRE B2 fbNOXS I C R i Serd 75, 1E 1
FINOXSHITE P, {2k A A . DUOXTR &
A AT NOXS H1 EFTF= 45 #4380 F1 5 Wil 7L 37 it 48
g B 5 R R N A i 45 f 3k . f il A
Fi i 7~, DUOXEE#E Ca W0 J5 72 2EHL0,, 1E U1K K2
75 J5 1 T R Ca? 38 N, 18 i 45 & EF T 45 /4 380
EDUOXI, M AEH0.FF 55 S A . 0 A E I
21,

2 EMEIATEETFRS
2.1 [RBRE5@EIE
2.1.1 wERRBMASEE  VDCC(HFR ACavil
TE) AT BB AR AL I PG Ca? N, HSAS T
AR, 73 B ONLE (Cavl.1~1.4). NZE(Cav2.2). P/
Q% (Cav2.1). RZY(Cav2.3)F1 THA! (Cav3.1~3.3)55iH
T8 o Cavidiis H FLIE Mol .2 H 2 2 2 BR (cy steine,
Cys)iRHE, #H AR SR BB, 1T AR R
ADERWMIBIERES). Rk, B, FFB0E T
JRCR [i] 6],

ROSXILA VDCCIE I SZ M AAAE G+ o X I B
O LM T TR R B, AMIETEROS AL LAY VDCC
e S 11 I O v I R - e W R 1
HEK 29341 il oF LAY VDCC, 1 34 J5 751 — B% 75 i A
DL AR A2, i R BUH &, I S5k 21T
B 58 K B0 = LN A FENOX2 FTP4 7P ik, i ik
NADPHE AL 3 IROS ™= A4, HE LAY VDCCH- 4
SRolCIHERIA, MR 3ECa® YL, %808 T LA
SODZAUH) Mn(ITII TBAP[Mn(I1])tetrakis(4-benzoic
acid)porphyrin chloride] ¥ 2 [#1I%, 1H.O-1F B 7] G
B S 52, B 1R 71 4 G 1 T RE 2 e AL TR Y
(1), TAEH.0, 2, SR A W LR 0, HMEEHLO,
A DU B LAY VDCCRY . LAIVDCCHE AL IE J5 i
A G — ] Be R ROSHEUE A [FIEEZ B IR AL
B TE, T 30 T T R A T DA 3 HR I O T AR E R
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AR T8 = AR IR AR S B0 . AR, ROSH K
PE PSS BOE AE R R ) 22 AR AT S EROS
XFLZ 45 3 T8 1) T AR RN,k Ab, Huang 527K
B, A5 A K PR PE R OS i JB8 i e 22 7T R A THRY
Ca” Hiiit

2.1.2  BRE AR R E Hik 52 ¢ Ha, A7 368
(transient receptor potential channel, TRP)Z AR 4
J7 5 [R50 A0 2 1 5 45 A 38053 97/ T 4H, RITRPA
TRPC. TRPM. TRPML. TRPP. TRPNFITRPV. Ifj
FLENPITRPE % 1 7] 5 5 S 5 DU SR AR A Sy Al ik 4%
PEC* W23 1 FH & 118 18, W LA 22 IR 3R B0
A, nca®s . pH. ROS. 1k 2% FIAL K N
Ho A AL IE JR BURK I TRPIE i /£ TRPC5. TRPM7.
TRPA1. TRPVIFITRPM2?,

WL ROSTS 3 i HEFR & TRPM2, ROS
BOE TRPM2 A — BEAFE S . IR ZIEER ],
ROS ] DL B £z 5 7] 2 307G TRPM2IEE 25, At
JE 5, EA NS S ADP-#HE (ADP-ribose, ADPR)
TE R, ROSIET S8 N KA FI 2 5 (ADP-A% 4 ) 5 &
fi-1[poly(ADP-ribose)polymerase, PARP-1]5 5t ADPRJH]
IS TRPM2, ADPR 5 TRPM2 CAK % FFINUDT9-H
SERIIR S A, PG IEIE . 7EPARP-1ERRE 20 i b AR AG
TEEAFE SR TRPM2IE L2230, AN, 150 &
IH,0,i4 W] fE il 1 L #2 SA AL TRPM2 £ 1 I I 1,
753 IR LADPR I TRPM2 HELIL, HRIAL AT LA
BETRPM24S H 771 72 8 L (10 umol/L) R F2 (4 g #hCa®*
2, BRTRPM2i# 1E 41, TRPA 1] DA 2% H AR 1
S REI ™ 2B TR PR R S F T P O, JF B SR
I TRPA LIl 8 1) 775 1L & £ FEROS AL Cyst& 1 J5 Y
i AL W3 R 77 (tempol ) FTSOD/it 48 A, &1 it 15 41
Y)(MnTMPyP) ] f& K TRPA 13 AL, 427 8 Ak 4 Al
H,0:34 2 5 8 1 TRPA LIP3 1 17 348 Ji 771 — B 5 1t
T I B AN Cys B B A/ BB %, 564 LT
TRPA 131k, FEATRPA 1S & HROS B EH 118
TE PSR, ROSEMABMiCyshkHEit 2 5 BH 4
JETRPVIAITRPCSIHE . ROSHE il #14 5¢ H TRPV1
T TE AN IR 15 K I TRPV LI, Préafbimlan
A BT IR D6 H s S A P i (GSH-Px )i i 175
ROSHIHI#H £ 70 HRBARER 75 = (1 FL P
213 ASEBHYHEASNR AENMNEAEFCaHEAN
JH 5T 3 AT LA ik R A4 P9 U (store-operated Ca®*
entry, SOCE) B A £5 BE B I 45 1 1 (Ca®* release-

activated Ca*", CRAC). SOCE[#% 045 [ H P Jii o 3
JFUFH ELAF 43§ (stromal interaction molecule, STIM)A/l
JoT NG o TSCII £ 48 18 2 1 (calcium release-activated
calcium channel protein, Orai)f4) fi. STIMIE I P JiT
W Ca 7K FEAE AR 5 5 I Orai 2 1 AR I, W0
Oraijif i, {2 #tCa> N it Ca*'f5 2% 78 J5, STIME
Oraith I 218 B R0, WiE S . Hil, SAEmILa)
Wb % 52 H2 R STIMIA] A 84 (STIM1~2) F13 FhOrai[H] Ff
#(Orail~3)>,

ROS# i A [A] i 424 H T SOCE 43 1 4. 73 i 45
TIEEE, W E AL S-25 I H KA Cyshk B Bld ik
WOSPKCIAERE R T AR . 222 Rk . STIM
FOrait [ 358 Cyshk 3, PKCIT i 15 Fi A0 45 14 35
5 Cyss £ IX I, e AT 0] 6 52 F AR RS 1)
AT B FUARIE, ROSHEIES-2: Bt H AL STIM L A 47
T AR 1 Cys56. Cys49, 5l i2STIMIEEAL I 5
B R, BEESOCE, W55 Ca> Wifit. STIM2[{ICK
Uiy 25 K1 38 1) Cys 725t P e AF NROSHIME AL s 5
Z IR, AR Orail 7 Cys 195K B 1 B 1 i 18
Tifg, 15 20rail SSTIMUE BRI, & A KA RAZ
1K, Cys195% AT S REAE 5 A2 232, TR T Oreai 1
I FCa N B A AL L JEHTPERT . Chen®5ECHR I,
BEA K BT T LA I 4EROS, B2 i STIMIA
Orail I 2 F1 5 K~F-, %A FHA] LA PEG(polyethylene
glycol)-SOD# 5, PEG-id % 1k Al 98 55, PEG-SOD
0 T AL T A W HL0,, THPEG-Id 4 A6 & B K
H,O: B8 i /KRR, $27~ 41 il N HLO, T AE B A AL
Z 555 1% 5 SOCER 3. 4R1M, H.0, s SOCERT
it O A IS T8) R HO MR FEAT 22 57, X ] DAMARRE Ay
H,0, #if SOCELLT-i it 5 i A 45 P2 2 7y #H B A
MR, WH0, 75228 1 i 5L, 11 AS [R140 i /)
H,O, 12 i 18 8 1 1 IR e AN I8 T AN A 34k,
i HL 0, 5 BR AL 1R 2850 26 22 et W R 52 1) A [ 4
Ji S SOCE T 7 1A RUHL0, MR,

2.2 ALERM/ABR SR E

AL M (sarcoplasmic reticulum, SR)FIPY i
(endoplasmic reticulum, ER)7) il /& 7] X &5 FIE M &5
SHH N M N S AR . SR/ERIF 3 BRI
JHIE 53 )2 22 Je s 2 {7k (ryanodine receptor type, RyR)
FILEE 1,4,5- = B2 52 & (inositol 1,4,5-trisphosphate
receptors, IPsR). 4 Vi RyR PR %5 S Ca® it A\ B I,
FE[Ca* =P, RyREFE3IF AP AL (RyR1~3), H
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o, RyRIFIRYR2 % H = B P Cyshk & F o A A0 ik
JEAB A (1 55 . ROST] LA o S 4k Cys i 7 2 [ B
Ber sl g s M, (R SRABEALCa®" . B R 41 i
WROSH =4k, &g 217 FRyRIE . WangZ5:H40
RIW, AMIE I HL0,5 SRR AR, 75 5 il 30 kT L
Y Ff AR [Ca®* ]38 o A0 il 2 Rk U 4, i [Ca® 1) 389
AN AP Ca? 2 BR B Ca VI 38 FHL I 77 A 258 T R 5
i), A ] DA Ry R¥E H1 7P il bR FH 22 J& Bl 400 i) 59
Bk, $E7RROS T EE i BTG RyRIF 545 FE RS it Ca®
FE[Ca® /K F. BhAh, NOX 2 58 3 RyRiF 1,
NOXH i 1t 5 RyR241 3 [ Ca™ 5 3 Ca® B T8 (1)
AR SR,

IP;R/E AE A 41 A £ B Ca? B Gl IE, 153
Pl Z 2, TP;R &5 #4300 B Fh N A ity [X 38 (I TP 45 6 07
CoR Uity A6 15 JIE5 45 #3540 B Jo o 45 7 s A
ARG AW, ARV, SRR
I T 79 (A 8 S A P R A A R A I ) P T 5 [
AL S AN R 20 B 2K AL IPSR, 15 545 R B i Ca? ¥,
I Ah, YR PEHLO00E 7T LA N = 30 Bk 9 Rz 40 i R
PR IPS R RS AE, 1IE B 1 ROSXT TIPSR 14 52 1 1)
A2 EAH G MEM . A A 5T A FH XS DT404H (3535
IP;R[FIFH ) 45 58 T 1 38 A IR A 14 Ca® e TR )
IP; RIS, = EIPsRk b3 Y FIY R IATP;R3 (1) 41 i 2%
Fei N AR E A F B Ca® B, 2R PHIPsR1AITP;R2
M AEIP;R3XFROSH [ W14,
2.3 ZRAEGIEIE

ERARC FaSEM M E i AR . 28
RLR A IE X Ca? o JE 1B E, 3 B0E I JE 55 7 R R
4 5 P4 FH 25 ¥ 18 18 (voltage dependent anion channel,
VDAC)HE i Ca?" o 111 £ KL A P B X Ca? (17535 PG
JUASBUE 2, M B s Ca? 3k N 2R b AR 3k i . 2
AR Ca® 10 HX EH P W B T 28 77 A 1) 4 R A i F
(AYm)IRBh. 5878 KB, MCUZ 5 e iE 7 B Ca?,
HZ T E A (MICUL-3ATMCUR) KA £ ; 4
MCU N 55 47 4E 2> CaMK I B2 AL /E FH A7 i Ser57
F1Ser92, MROSH] LA it A AL CaMKITI 15 45 #4455 H
Met28 1 FIMet282%% 2 W] B2 iiEMCUE E, ML) 7
BB IR,

mPTPZ 5B RI A HEH, o EHSME VDAC
RPN B PP i R % (32 I (adenine nucleotide translocase,
ANT). FEJ5 1155345 A D(cyclophilin D, Cyp-D)ZH i
LRI EREL I, 7K P ROSHIER b A s i o7 F2 4k

I EmPTPRE £ 8, R HOR B Ca> AL I T2 8 A
NHLR, SEAMIZET . VDACH: S ALIE R fdm s,
VAT EEE M. O T VDACIHE, fil & VDACHK
I 2R A SIS A, R B T BT, SO R T
S N, ROSIA T DL I S AL ANTHICys160.  Cys56
PL K Cyp-DNCys203, B4z 18 TimPTPI FF i LLAh,
ROS:# ik 34 1 28 R A4 Ca? R B 1R H2 1 T mPTP 1) il
ROS{ i Ca® MNER/SRIE N B Jiit, Fifi Ji5 I 22 26 R 4
Ca? ¥R B 38 g it AL B IR A o 2 HH ATPFIROS A A2
B, AR FEmPTPH T
2.4 Ca’-ATPff

T Ca #5148 R G5 4k 5 40 i 375 5 K /K P Ca2 ik
J&, B Ca* -ATPH§ . J0H L5 Ca? HRUis 22 1] i Py 4T Al 2%,
UIER, o HEH A, X EECa? -ATPHf J& T-PA!
ATPE(B1E2 Y ) S, AR LA e A mT 43 ;TR
Ji Ca®*-ATP Jif (plasma membrane Ca*'-ATPase, PMCA).
SR/ER Ca**-ATP [ (sarco/endoplasmic reticulum Ca*'-
ATPase, SERCA)FI 5y /K HEAR 53 WA SR 1T A Ca* - ATP
(secretory-pathway Ca**-ATPase, SPCA).
2.4.1 SERCA  ¥&#lid, ROSIHEII B IHCysikit i
T SERCAJE M, A [6] fISERCA A Fif BY & 45 22~28
Cyshk 2, 1% L6 5% 5 (1) S8 A0 18 SRR 25 X6 T SERCA Y
AE 2 e E Y, /KT FIROS HI ¥ H 3 INSERCAVH
PE, 1 R 7K S ROSE 1o AN BT 3 (1) SR A A8 1 T 208
BRI, SERCAMKHS T ATP/K fift ) 5 H E 5 Thie,
HHEFHEH, ROSH APHIEATP 5 SERCALE 4, il
fFATP/K fif 55 Ca® 42 1% fif fH B Cys669F1Cys674
fBL-F- 7E SERCA T M 1 8 Ak i 5t 1 4% Hh g 8 B4 -
I N A K 7 155 S NOX2 RINOXA W] ¥ PES-45%
Bt H Ak Ak Cys6 7418 IISERCATE 1. #HJ, 5% FE K
ANAL I E AL B AL 5 SERCATE 1 FAR AR 5050,
242 PMCA  PMCAI[WIE## 5 B SERCATE
5%, A2 B E A IE ARSI . ROSH @ I
B A AL B L H S AR CaM ) F R & R 41 | PMCA
TEPE. PMCARTEMAFHU/DICa DRI ZE H, 33
M Ca® W BESE o TR ML A R B, Ak Tyr589.
Met622F1Met831 41 5TROS/ ™ F HIPMCA Y, ik
&b, ROSH] LA [H] 4 1 FIPMCATE 1%, M it 1 CaM 5
PMCAZE & J5 175 5t H  $0 ) 45 1 330 B P o7 R i
B, WOEPMCA § 3 Ca> #e 1z 2 18 N £, MROSIE
AL CaM I Met144. Met145 MM [A] 230 HPMCA
T, SR Ca R B e,
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3 MEMREE. $5FIROS

ERH) & A & I B L 12 5ROSE L. ER
N A B AT A S AT S A B DU HE
W BT 1, 20 B AR B 2925%IROS . HE i — B
i 5 44 B (protein disulfate isomerase, PDI)AIT P4 J5ii (X 45
ML JF 5 1 -1(endoplasmic reticulum oxidoreductin-1,
ERO1 o) [A] (1) ¥ #2242 ROS . 1 5 A4 PDIEL
FREZ M T, S CysikF I B — B, B JSEROlo
AT 30 TR IRERS A IR HL T PDIFE R 21731
A, FAPDIEA ROSTE A EI =41,

HERZ BRI E /RN B/ REEARR.
4 i A AL S5 T ZELAN A R ROS A AL 451
R W ER R E RS S, ERTIAERIA,
fit & T PN 5 I i (endoplasmic reticulum stress,
ERS)”, B J5 0% A& 5 H B (unfolded-protein
response, UPR) PR s B . ERSH-HAB B, Ca®*
28 2R AR AH 2 N J5 9 S (mitochondria-associated ER
membranes, MAM) & [ J5i 2 M ER [7) 2R FL R 5 %%, 4
R 2 B AR AU S M JF 72 ZEATP. ROS, J& 7% 18 3 [1]
ER, S Ca™ #it — L RETR . HLAbh, @il S BL ],
Ca> A% By it — 20 W 5 4T 1 3B (RyR PR UM,
HInCa* ¢ . PDLE AT LL 5NOX4S &, M JNER
ROS7K~F-, NOXAiTA [IROS 1T SERCAVE 1%, 471
YEFFERNCa” /K. 2R, AE- K ERS T, b
FEHFEE I IS N, UPRM RS E A2 il 4t fi 25
YEF, —E LR A B Ca> B, J0 ) PR 4E 5 54
IVHE 1, A, NOMZORLAR N = Ca il i B & 41
FTHFmPTPRE AN i 3 e, BHINTE &I, W& 253
JMROSHIF=E . ROSFFLES F:Ca® HE NI, 7K
F-Ca® J TR REVE B, AE UK ERROS . ZKLAROS
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