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Abstract: As a cell signal, calcium ion (Ca®*) plays a significant role in mitochondrial dysfunction and cell
apoptosis. In recent years, among the increasing amount of studies about Ca® channels and its related regu—
latory proteins, the structure of mitochondrial uniporter complex and the distribution of its related proteins
have become a major focus. Mitochondrial calcium uniporter (MCU), as a pivotal channel protein in the uni-
porter complex, transfers Ca®* from cytoplasm to mitochondrial matrix and controls its rate by electrochemical
gradient. It has great significance in intracellular Ca®* signal transduction, Ca** homeostasis, mitochondrial
energy metabolism and apoptosis. Identifying MCU and its regulatory proteins not only illuminates the occur—
rence and development of mitochondrial oxidative stress in related diseases, but also provides important the—
oretical references for further treatment.
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chondrial calcium uniporter, MCU)! 0] JIi B, £k, 27 46
JERA Ca™. b, 52 WAL A TATELL
BRIE A (dominant-negative pore—forming sub—
unit, MCUb)? | £k A 458% A 1(mitochondrial
calcium uptake 1, MICU1)"I, LERIIREGEE AR [ 2
(mitochondrial calcium uptake 2, MICU2)4 £ ki {4
FSPA ALK T2 1 (mitochondrial calcium
uniporter regulator 1, MCUR1)LL Kz b B (R £ b {4
B5 PR ) s R T 2 1 ( essential mitochondrial
calcium uniporter regulator, EMRE),

Ca™ T A5 5 W VF 2 60 1 3L [l BEAL R 2
—o ML Ca ¥R TR I, Ak LR AR IR
Ca”$¥m, FEZRLIR N 2 5 AL YIE AL (Mn-
SOD) . i %Ak U Ak S AL WD 250 1 e, &
FA A A 2, oA A A SCREST kL
PARJISE, (e S 2 10 728 O G I S a5 1, 0 A 2 ki
IREEH; 24 Ca B AL 20, TEZORIIR N TE BB R
IO, A ATP A s b, FEERAA T BERE i
VNSRRI B AR Ca™idliiE, MCU HA
PURRHIE: 1) BUAFRE S Ca W EERT, MCU R4
RIS A0 A2 U, A S TR A,
TTERKLR N AN Ca™ W FETY; 2) LEAN ) 240 i A 4 21
W, A SRYZORA Ca AR . MCU F2E1)
RE R T Ca® i BUORLIRIL R, 4 il 512
AR, HAEANME N Ca* 5558 F CaFais LRIk
A AR 20 R U T g T FAT B

LRLIRN Ca? VR JE 25 M Z KL ATP 535
LT B PEFL 2 fL (mitochondrial permeability
transition pore, mPTP )JF i LT N5 15 5 S 55
ASWYERE, P, MCU FHARDCHEE R b (4
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1 $5BH S &R
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T Ca? WA 2 W LR N S Ca? R, TE
SN Ca* (55, L ATP Az A5 4 IS, fH & A4
AL NN, ZRLR Ca BRSNS 3 Ca i
2o PRI, LR Ca IR 3N 7E B 1R 2R 14 4R

AL R A EA S A

2R T RE R % 2 15 W PR LA 78 AT
B, M4 IE P4 (reactive oxygen species, ROS)id
e DS E=REANAE €3|I KERINi R D 2N
i, AN ROS 4ok, JF HZR A
ALAT 3L BE A IR ROS, [ 22 ROS B 7F T #E
FOH A BRSNS, /D HERY ROS ZE4-p 20 i A
AE, =517 AR AR 544 5% T ROS 4
Jlad 22 W5 R 20 ML SR A . AR S RE A 1, ik
TSP 00 LS ZR GEPA Y K A Pl 2ok AR A= i
(4 ROS Tk 4 i - ke 22 o ik, Bl Ay i
M2 T R A @ IR AT &R, TT IR S AR i
B, RN CarlE ., SRS ROS i
AR UM Ca™ B3, WS NS T, S kL
K mPTP JFi, SEERAR K LR ARG 3
DL A TR 1, S A 2 g e o,
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Ca”if ik MCU i AZARAA, JTE Lok 4 o it
SHEA ATP A B, AT R 5T 4 Ak il R L1,
MCU 7 & A A AL B R AL I BB I B 4 i Ca> W ik
FUATP £ R, dERF AT fE; BiE MCU B2 {bK
TR, B Cax 3, ZkiiR N ROS i 54
B, P AM I T

Wu ZESEGFEH] MCU 72 AE B3 s v
HIVE A AT b Bt MCU B LR Ik £, iH
SRR AR 4840 P AR Ca W AT B, {3
WETHEAN Ca> TRk, HAN, 0-Uchi ZESKIEBHAE O
WIARRE N, o5 b BR 2R BB SZ ARG S B TG A )
B o Ml R 1 A 32 AR T 24 BR S (proline—rich ty—
rosine kinase 2, Pyk2) Mo 4% 7% 31| 26 R AR JE i,
JnE Pyk2 KR MCU #5121k, A2 iF MCU FF ik
I Ca W, S 3P IA Ca HE I R shii T 15
o MITER ML, £ 85F(Pb*)iES MCU FF
B, BEIMERLAR Ca TR, 175 S5 AL R 3, AN
i, A BF 5% 32 B MCU 3% 1 59 55 i Fa & 1
ROS Y[Rl 7= A= a8 S, e A b n 3
ATP-Mg/Pi ¥5i8 IR T LRI AR | AYLRi AR
M, 5% LBR L LI e ATP AR 7 . VB R
WK Z R (solute carriers, SLCs) FYRL G 2Z
—, ATP-Mg/Pi ¥% iz R4 451 i 5% io 75 11 25A23
(SLC25A23) V45 it ia 85 111 25A24(SLC25A24)FIis
i 5 1 25A25(SLC25A25), Hidr, SLC25A23
5 MCU K& MICUL M EAEH, 42 MCU Fjif, 3
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TN RiAA Ca W it ROS A= 1, /b Hi ek
A, S AN A S AR TR,
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LR IRES B ) s AR S A W AR 1145 Rl
R, FHELRARTEARF ST Ca Frag R EE, ff
UEZH A A= PR RE A IE F s 5, B bR PRI &0 T
T Ca® 28 \ROS A it 21 5 e 1 10 1 3% LA
S A A 55
3.1 MICU1 # MICU2 X MCU #iE35

MICU1 ZEVETT Ca HRA B A AL i
Py B E A, LR P BRI R
MICU1 5 MCU &5& M AH BAEH, P as &
F MICU1 ) N 5 &5 A4 38F MCU 119 4 i 184 25
Pyl [l P2 1 MICUL B EF TI45 F selE 5y
MCU %5, R, MICU1 #8735 MCU 451y 4k
K CaX TV E ™, Y5 Ca2 ¥k BEREAIRAS, MICU T
HedF MCU IEF R, A28 Ca il AZhE
K, AR WER™, BEE Ca ¥R ETH S, MICULHY
EF TR A5 38 D [F T MCU JHE .

MICU1 BEBEHIH] MCU /> ALk A Ca® i
W, B ik Ca#8 3. mbk MICU1 S350 Ca> W Wit
i, LR RER B Ca R IE T, ROS A= s,
AR FaRsE i o] T A 24, [H], Hoffman
Azeapgt g iE B R MICUT I #F MCU #00% , AT
T e SR AL N RN B L A BT RS, S A T e R
5 3 SERFSY B MICU T #54H MCU /Sy 2kifk
Ca> Wi, JE IR P A AL NS 5

MICU1 il MICU2 7 b 4 B[] BT i — 2R
&, X MCU HA AFEWIEEVE /. MICUL /34
W Ca>f5 5, AT 4ok A LBz fb; M1CU2 F1
Ca® 2% P 2 G0 W) [ FRARZ M AR Ca? MR BE™], Jfd 5T
Ca®* ¥ FERLAICIE, MICU2 fR il 7 F AR IE T2
() Ca W li; BEFMLTE Ca2 ¥k BE TH i, MICUT B4%
MCU, G T LRk Ca WS, 38 40 i A 4
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MCU AR Ca> T, MICUL A AN
T B, (HZPTER MICUT, 383 B S I Lo
fIX MICU2 & H#ik, S MICUI-MICU2 i —
RARYE A, AR H, TTER MICU2 AS5 [ MICUT
F#ARK, 1H MICU1-MICU2 535t — BRAKHA i/, 1
MICUT [FJ8 — Rk £ . 1 3%i5 MICUL, T3

MICU1-MICU2 i — R {A&F1 MICU1-MICU1 7]
iR -2 N W T T N OF 73553 =l [ 1 U g
MICU1 FHITER MICU2, {#15 MICU1 [RIJ8 — R 444
MME—GROERFEE, X B Ca il
B, HARE A ik MICUT IR Ca> W™,

M E =z, B MICU2 2 ik, Al B i
MICU1-MICU2 55t — B4, [a]i a2 MICU1 [A]
PR R A, AT AR SR kLR Ca?t Wk B DT ER
MICU2 AU /> T MICU1-MICU2 5t — 51k,
[N T MICUT [RIJE B AR, DA fie 4 2 A fA
Ca> W It inee 2, X 6B MICU2 f& MCU ELIEf#)
P, WU R LR Ca WIS i
J& MICUT [RIVR 3R 1A.
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MCUR1 H#Z 5 MCU /v % Ca? W& Ui 14 1
¥, 5 MCU 454, MCURL A4 HAG 6 IF HIE
A MCURL IGPERG N, ik Ca B £ . milk
MCURI 5#2ZRifA Ca> ¥ T %, SEAM AL
BEBRIL 2L . PRGN ATP & AL S 3405 AMP
P, 175 AR F 0 f #R38 MCURL B, MCU i
PE3GSE, Ca™ I Z1, Rk, MCURL ] LIAE R
P MCU A LRI AR Ca? WIS R IE & 20 if AE
Ve B A

T3—MEI NRTER LR Ca® B ) 5% 1z AR
W 3 & EMRE, EMRE J& MCU 5 MICUIL,
MICU2 Z [/ Ca® 45 & M3, /v & MCU 5
MICU1.MICU2 Z [al1E] . #fR EMRE 5, MCU
TEPEREAR, SRR Ca> TR d /b, T @Bk MCU W
S EMRE FEikF#K9,

4 ZeRIES B AR IT R TE R X KRR
P EH

41 MCU 5#tii/BiE*E

e AL /PR Y B ) B 3 B A A ZH e o /P
HEVES DRI, MRS A B, Hrhg sk
PR 1) 32 R 2 2 I B0 R ORI 7 A
) ROS (KL, #F5E MCU A5 Bl i/ FHE B b
FIVE R T JUAR RS

WERLSAE T, MCU S Zbifk Ca g
% 0 mPTP, 52300 LR L/ 1 2 72 b 4t
FET- 2 B oE Rl JE Y MCU A J: &k
A Ca> Wi, AT LASE i Sk A4 5354, B 1k K Mg ik
ML/ FRREER M . b, SRR S0 Ca i
AR N H R Ca> W E . E5 R BERR I LA e 80 77
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FHSCEE [ 1 AR, eah, tmliz FH e i il
MCU FFjikt, FEdk i/t B, FRAK Ca> Ik,
Y /D KM Rz JE AR ZE AR 2 T B Z Y, A
SEHGUER, MCU Sk 9 BT it IR iR Y7 3
i BHAE MCU 88, o] LA /D Ca* IR, PRI
ORI, S BE RN, AR, MCU
FTHL ARG 1 B 28 73818 1 (voltage—dependent
anion channel 1, VDAC1) JE & G WFE T4k
K Ca> W AN P8 T, MCU #E°4 VDACI By F
15 580N T BN T T, [, i Mcu
TEVEBE IR VDACI-MCU 52 HAE T Al fE 21677
HA XURTER A T 95 B SRS
4.2 MCU 5#%Z A &»

LRI Ca TR SZ AT BB AR . DLIRER
S VR TE I A LA, Xk MCU 1 MICU1 75 2%
PR Ca(5 5 M AE D VE IS T W% o Logan
SO AL PA) 25 40 P FAZ O UL B B 1Y 5 0
PLHIAL A S8 LR A Ca® BRI, 7ELT4ELE 41
TR BR MICUL J&, Zepi ik Ca? W3 I, 30
MCU F436 FZekiff Ca#E2, LRRIIA, (HAR
R AN B ORI R L 6, o FESE SR |,
2558 fl T BhiE a R N Ca® IS TR K 11 IO, TS
PIZET0 PAS Z5F30 25 11 (Npas4), i N-H 3t -
D-RAGIRZAA, T MCU, B/ ZRRifA Ca
WL, AT 2 i e R A RS vE 57 ot Ak, B 1k A
RIS R ML I0IET, R MCU A &
SRFE MCU 235 138 B 3wV iRy a2
BB AL S AL AR 5 5 A LG,
4.3 MCU 5phiz

miR-25 J& L MCU & H A5 i 95 5iE AH ¢ mi-
croRNA, 18 miR-25, aJ#i| MCU ik, B 1k
Ca 75 A 40 M PR 191X e BRI LR A Ca
55 R E B microRNA REAE I 4l vH 1=, 1F
— G REIN T BRAARAE A IR A AR T IR
ITHE S AT Pan SEP YRIERH T miR-25 7E.0
JUL 40 Bt 1577 480 S Ak 1 98 0 1 L O L4
miR-25 BEFEAIE MCU By2K, /b0 WLAH LAY 4
AR08, BF LR 28R AR Ca2 B B R A B T 7
MDA-MB-231 FLIRFE 4, MCU KikA Fr 7t
= P MCU, 7T DA 58 2518 25 T 09 PR
ST AR AR M B BE T3 B, 14 T 9RE 4 L ) AT
T8, DR, 0 MCU R B2 hnibsiiay 7 A
WM T Yoon SEPMIFFE 26 BH B8/ I £1 25 o BTG
LR =B R 22 (A 3 10 P B ) Ca?* Bk, 3485

MCU AR Zbifk Ca> i, fefligebifh) 3z 9™
sk, 5 R AR MR T

DL EWFSE B MCU 7E4 40 B UR 1T- 1 2 72
LA A TP — AT, A O LA i 2 R
PR MCU B2 35 T R AR A1 07 0 501 240 i 43t
s 53— J7 1, 76 I e B A B, 3l i i Rk
MCU BT Joins JifrJes 4 B R 1=, 32 ol B s 1) & 2
K. IR, MCU VE ARG YT 38 s i IR FE pIL ]
AR DR R, NI PRIEAER )12 1 LR
PARNE R UIA S IBTT M8 95005 1 10 FH Y L
44 MCU ZEHfMAENZN

REARIE MCU J2& Ca®f Pl i, (HUr4E sk
R E KB MCU W S8k B 195512 - Kumfu 1
Sripetchwandee R 5T [ A e S5 IE BT, 7ESh )
R R0 E FIIR 2L 24, MCU 30057048 R B 1 -
TGRSR ML ARAT BERAS, KT MCU ]
FIE A2 U HFE 0 R 1) e 1% 4k R i 1y = B3 3 2
—, A DME IR S 05 S b AR T RE 2L
AR 5. WA HRIERI MCU 2 54N
ZEELPR I AL . Fen, MCU S ay 2k 4
Ca W 52 55 DR T JBROFIARG 32 20 il S e
5 B 4HME AR B R L R Forh, RS B 40
PR A5 T 5 ik ol 3 RO AR Car ik 7R
LA ATP & >4, SONIRA T RZRAN Ca*
BE PRI N IR K 25 A LA R i SO i et 4
Jr R TR A

5 RE

AR, MCU TE RE & A DL S0 M A T %%
5 T A 5 45 B0 Ok B £ 1 56 7, 9l an, AE i
JREBNR T MCU X 4B 98 7= A4 52 i, 7E AR 2L
PR MCU Rk 481k, #E AR BRAIRR LAY 28 B
B AR, S TLRORAR Ca® 532 T 2T AL 55 1 4
JRLAK 2 1) 231 KO, SHRREAR Y Ca> %533 143
FHURI VAT TR AR R, A T R FRESE 56 4%
7 A 5 At A1 M #2218 32 FF PR - Ca®* )y T 1Y
B2 ) U T B R AR . SR, AN TR B Ak
T, MCU iy & 45 Hos 5 1 ., 575 & iF &
ST LAHIRG . BRIL, SEHIIX e N FLRR IR Ca?
BEIB 0 5 FHORR DL A SR T R RLAR Ca (5 5
(50 F- BT, A5 )T R4 ) B AR S0 1 & A &
J&&, 30T LA E— PR R AR ) Ca® e is $243t
K
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