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The mechanism and applications of mitochondrial
electron transport chain in regulating stem cell
fate through reactive oxygen species

SUN Ling, CHEN Fei

(College of Biological Science and Engineering, Fuzhou University, Fuzhou 350108, China)

Abstract The mitochondrial electron transport chain (ETC) transfers electrons from reducing donors to
oxygen through four enzyme complexes, while driving proton translocation across the inner membrane to
create a proton gradient. The F|F, ATP synthase utilizes this gradient to synthesize ATP, completing the
cellular energy conversion process. During electron transfer, a small fraction of electrons may leak from
the ETC, leading to the generation of reactive oxygen species (ROS). ROS play crucial physiological roles
in stem cell proliferation, differentiation, and self-renewal, making the precise regulation of ROS levels

essential for maintaining stem cell homeostasis and function. Investigating how the ETC regulates stem
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cell fate through ROS generation is of great significance for understanding stem cell regulatory mecha-
nisms. This review primarily discusses the structure and function of ETC complexes, the mechanisms by
which the ETC generates ROS, and how ROS mediate the regulation of stem cell fate, and specifically fo-
cuses on the pathway by which ETC generates ROS and regulates stem cell fate. Exploring this mecha-
nism not only provides new perspectives for oxygen radical research but also offers potential therapeutic
targets for the clinical management of tumors, aging-related conditions, neurodegenerative diseases, and
other diseases related to stem cell function.

Keywords mitochondria; reactive oxygen species; stem cells; oxidative phosphorylation
0 5l

T (Stem cells, SCs)f&—FpRMUMANIL . FLA & B B RIFRE M2 m g et 24w ik
PN A AR . T 2R Ak T RE BE S & 75 B0 AN [R] B BB i 2R T R AR S AR AT THE A AR & 7 0 R v oy
BRA A [R] AT A3 S G T 40 B AR T4t IR T 40 MR U5 TS24 U0k B I I B b i o At i 1T L
A AfeE BB A A AR AN . R T ANIAEAE T E R & S A& R SV B b, A 5 1)
SRR E L AU ML BE T B ek A A AR I A O3 A BRAE R LA S A AN D RE R ARAS L PR TE A K
B LA AR AL 8 S R B OCE SR T Sl AT A M ZE R E R RS (qui-
escent state)” BT RAERIE G A ST AMES . ZEMGE R P A3 S S 5 4140 Y DL X0 i
L TR 17 U TIARE 177 S RN P 11 5% £ N 11! 0 d A E 3 < 1 et L6 D OF 7 R T R VA SR A1 - B S
B,

B A0 8 5 AL FR A 32 s AL MRS S5 Z R I R 520, FL i PE 443 F (Reactive oxygen species.,
ROS) E—KEEIEHE, AWREY, MA ROS F=E N E L T R EORAK, 2R R D) Re s T 3501
I RIR ROS i — 44k k DNA R (BRI 258 22 ROS (9774, NI S pEAE 2R
AR FEZIRE R ETC ¥ #4505 54 B o A A SRR AL 2R 1 ATP, et AR b, H 5 DA I e i e
W AT R (NADH) 1 #E 28 RIS A% 1R 1% SR (FADH, ) %388 21 500, AR WK, R BHPF Bl 536 1
HA T ATP G . SR 78 B P A5 S A e Bt P o A3 43 FL 5 o 2 R T 3 ML 4% 328 1 2
itk th ETC MM 42 T ROS, ROS F= 24145 4 B 1 (O, ) i FAL S (H, O,) A A H & (OH )
AFHE L ROS A KR IR 40 AR S rh K G AR L ARK ST 19 ROS B Ry S 40 44 - Fn B 3k
FUB A — A E AR Gl EERE I ROS AT A 404 5 A0 43k i i f A ROS T aT GEX6F i 5 2 1
JFAT DNA 3 SRS . G, ETC BR T 78R ik A b i 2 (5 il 1 ROS [l B2 1 T 4i i
MIAIE . ZHZURG T 40 B PT e ik B AR AR A AR 2 ROS 38 B iy 4 45 FR 2R 3002 T 4 B4R A 3 g P AL
il 55 ANMAR EE T 200 X0 R o 2 L5 ) B P AR P AT P ok FL A R A SR B L, AT S B b A
R FEXR LA RATE S IHE ETC M4 B 43 » AL AE & A PR B9 254 Fn s 153 i 7 L TR
ARV ETC 774 ROS I 845 2 Fh T 40 MU 2R A HL , B S PRE IR BILTH] 5 506156 2 L Kl PRI

1 ETC y4ink

ETC #AELARAR I P L, By Sk (AR v ) 5 B8R 1 2640 (T-IV)D L3t 3 9 L 4% 38 A4 il Q(Coen-
zyme Q, CoQ) FZHMIMAER ¢ HMEELLM I RS, BATS FIF, ATP & (RIE G4k V) —2t i 1 48 Ak i
24k (Oxidative phosphorylation, OXPHOS) s ATP A= AYEERE WL DO Sk 7 B 4 BR e vl 1
et anfidid ETC P24 ATP RSEA SRR A DB TS 2 AR Es I mTigE (LR D,

RRiARE 51K 1 (Mitochondrial Complex T, MCD t#5 3 NADH-CoQ 48 fkif J5i i (NADH: ubiqui-
none oxidoreductase) » J& ETC i K LW HEFFE SR 1 45 DWW, X B iR 2Ai o £ 01, B AZ
A4 MCT 5t L JE A5 A PR ST A5 R 388« A PR B 110 FEE IX A 2 AR o 0 6 22 L i B s 5 A
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FE 14 LW I TR T AERE AR A 16 P 9 B /NG5 # AE A A% 0, I B BT B 48 AL TR
JEF3h S . R R A - A P b AR PR 21 A 1 I K P S 3 (ND1-6 i ND4L) , 36 i & £ 4
03 (NDUFS1 \NDUFS2, NDUFS3,NDUFS7 ,NDUFS8 ,NDUFV1 £l NDUFV2), fE 14 .0 W3
HNFEIBRAT 31 AN B , B AT R SEA% 0 ME SEHES ), 35k Sy B 37 L () D REAEAR KR FE LR AR A , (2 ik L 4l
B SE A e — e FEE 3N T s % iR 2tk S IR IR I Rt — e WS 5 T A W41 sl i
F S SV INEE . MCI LB A AN S5 785 K 5% 782 (flavin mononucleotide, FMN) 4541z
S IZE N T — K B B NADH Y HL I i FMNH, » 3% %t H, -3 15— 22 51 8% e 457 3] 5 v o7 371
BB A o A Q7). T Q 45 A (o s 0 T SR R 5 o R (14 28 LAk A ik LB Q Bk JE R il Q
BE(QH,) . HF M NADH 2IHIHGE Q M5 B It BE R it 1 7T R 23175 3 DU A4S ot DA 356 o 58 326 24 4 < g 1)
[

iR E A& 11 (Mitochondrial Com-
plex IT, MCID B 3% ¥1F2-CoQ %A b ik )i fiff
(Succinate: ubiquinone oxidoreductase) , 4&
ETC /MR G Y. MCI BL 2 =R R
TEIN 245, AL B AR AL N & DR, [+
& ETC M2 53 R MCIT 5824 1
RS OXPHOS 22 8] A9 BF 42, 2 it 7 A BE
Hi@ik A ETC 195 — A H L MCI i i 4
TR Fe - DN BE AR A% 356 25 4 i Q. MICII
H PO S S 2 K, o IR 7 B ) CybL 1
CybS AL RAHALE, S 1 H & VL IL NI IV, VASHRELR R E 41 TV, QiZM:C.AE % C;
BAEAE IS T AT QAT LA D3 1\ ing, st e TV 1B OMIML £ S SOD1 60 AL BE 6 1
AN LA T P B0 A F R IR sope. sy v 2.
FARR I 45 & A0 . = DR 7% [ (2Fe-29) . B Sk FEREN AR RE SRS FHERMA
(4Fe-4S) f(3Fe-4S) |, A N —~5 FAD %}  Fig. 1 The composition of the ETC and the sites of ROS generation
WM AR E R ENS . FAD %
BEHARR 1) HL T 5 B 5 FADH, (SR 5K L PR BB TR . BEJS . Sl Q 76 MR B FE (3Fe-4S) FR B L
JEHGA R QH, Y. AE MCIL H, B 1388 A P B J3 7 DA JRE R J A ] B

FT1 ZNEBEFEEESSYHEB RN

Tab. 1 Overview of the composition and functions of mitochondrial electron transport chain complexes

ETC & A WH WA H TR 52 30k
MCT MR RS BT 152 NADH i 2 4> H fl 2 A T5 i 45 FMN,
MCI 45 FMN F4— 2% Fe—SHi 3k ¥ L T15 8 45 CoQ. CoQ 4 Hi 3 i B [22-25]

KE AT Fe—S FAL %4 NI CoQ. &l CoQ i JF/: i QH,
BEFARR AL L FADH, . FADH, #H T4 Fe—S 44 CoQ. fifi CoQ

MCII 4 ) [26-28]
AR QH,
MCII %3k [ QH, YT IFE% 4 Cyt o, [7) R A 10 B 4

MCIII 11 [29-31]
FH AL PR

MCIV 13 MCIV $ LTI Cyt ¢ #8528 1327k 02 LAk H, O [32-35]

MCV 16 MCV FI B F B AL 2= B0 R A i ATP [36]

PR A K 1T (Mitochondrial Complex 11T, MCIID i % # PR A0 (A, 25 be, A RS E Q-4 ity
2% ¢ A AL R (ubiquinone: cytochrome ¢ oxidoreductase) , 7 3¢8F QH, #Ei7 a0 TR A HH A E o,
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MCIIT J2&— A REFR I AR B B S AT 11 A3, Hor A AL 6 1 (0 S A R A i (. 2 b (b, 01
bi) VA ER o) DL R —A AR A B A LA (2Fe-29) #E5 . MCTIT Al H 1% ik 5o Al i Q IR 58
B ARG AR 4 SRR AR B

LBAEE S K TV (Mitochondrial Complex IV, MCIV) R N4 & ¢ BALEF (cytochrome ¢ oxi-
dase) VB T AT R o BB K T 2K O, IAER H,O, MCIV &1 13 ANASTA] B9 A0 JE 21 35 e i
EAEAW, SE AN BA R IEER 4R O, B 2 N MLT R (LT R a FAUNLEER a3) 1 M7 (Cug) £
1A BB F (Cu ) Hnt . I ZE o 50T HEEE Q. & — R 2h 1 B 1% s 40 , 308 3 e B ME B4 T
Bl AR LR R I AR T, R E S CIIT AN (0 28 o AHEL VR 70 BRI G E o
W R TR o, il B A BEAE RS CIV R EE TT AR BAE T, [RIEE B A% s 21 5 110 Cuy 1785, 885
BT MIMZL o #5380 B HE T AU 0B ZE IR O, 685 H, O, 7EE SR TV i, 4500 40 i (7, 2%
c FERDUAS T, S ML T 7541 Hoh AN P IR B AN 7K o7 LR AN B B T B, 31X —
TAE AT R AR O SRR

LA 51K V (Mitochondrial Complex V, MCV)EHFrN F F, ATP 58, 22— 12 VEESY),
PN AN [ A 25 R4 2 A, B DSS RS (BN F ) IS IRES F 3K (FROA Foo) o P AR s ARk A i HL O 43 F
Rl 3E A CTLCTIT AN CTV MR A4 5 Jo 52326 A4 o7 (L) b A BB B] BT B fEL A2 571 I R Sl ok Ak
BEHLA (AW, TRl 3 3 By DB ] B A% 3ok [m] 56 55, B o 7 R Ak A B0 T AP I BE B R 48 T 3K
F F, ATP &k %484k di15 ADP fefg sk b2k i ATPEY (LA 1,

2 mETC y=’k ROS ¥ T4 iz

2.1 mETC =’k ROS Ll

FEAEIRAAE T ETC HAH 0. 2% ~2 % I HLF A IE F 13 , 12 B4R Y ETC, 5 %8050 W A4 i
AW (O; ). KR 5% BT g A L W B L B (Superoxide Dismutase, SOD) I 1k 4 it 4 1k &
(H, O 3024 f b ™ A 19 25 48010 F R L 80L& 1B PR mROS (mitochondrial ROS) , Hifk 244 5
Feor TR, B XAV EANNR SN E A2 4 ROS BINLE ., 4 MCLIFEFEA P O Az
(D #2322k 3 NADH fJH T FMN H#iHF (1) . (2) BT INE R RS2 Q i Q454
P (Ig) . MCIL7E T A 85724 ROS XA 5 5 BE AR I S AH ¢ . 7R 1EH & 4F T 1 A5 7741 ROS
A LZE AT B AE S MCIT 2828 MG A B g 2 9 ROS B0 £ R IE T 11, A7 57 . MCIT F %2
Wi Q AR T, AEIX AN AR v, 3 B H P A AT DAAE MCIIT H F i A 3 B0 I 5 o i
U 2R W AR BRSOV AE T AR JE R ROS™ . 78 MCIV 1, O, 5 Feli” 45A 04 O, i iRs
(O, ¥ KA L5 R AL AT BE 77 4 ROS,{H MCIV 7742 ROS B ] BE MR/, 25 ERFRL.ETC i MCI
A MCIIL F5 512 MCL 2R R ROS p= A 1 2207 0 Hfh i &2 A4 1 ROS 5 MCTAH L AT DL Z
LI DM

BRI B2 SRR A R 0 S sl i B AR (1 2R 00 Ja S K Hs2 i ROS /K. AWFE R AR
] SR A b, AT B R A URIILIR P, %0 I 36 NDUFST CGR [R5 47 ND75) 5048 Bh 2 (1 NDUFB10 CGR
R JE ) ND-PDSW) 19 45 76 22 § 3% ROS A= i fint™ % LRl (C. elegans) WA FE & 1 NDUFST7 8§
NDUFA11 WIEINAEAY 2k KA th 23 T8 ROS Mt fE—TZRRiR T REA ROS A= AT & BE L B
A MCI AL BBE 6 B B2 Bk BCET 4k 40 i R ROS KSF B TFS 0 BR T B 115 33 Bl 0 S 6 T i 1 32 1
ROS i g4 LUISh, 75— J7 T R IE# AR AT BRI I A AL 228 BE X T mROS A B CH S, IF
HLRLR P AL AR BT T ATP A S S H B R o i B Ak 220 B D HR FE B s ATP A A%
TR R BRI T P RE 2t LT VAR R FEL A7 116 2 3R], 300 o 8 T 3 ek S i W L i) o 85 e A S 114 308 3
PRI T A5 3B B AR A ANERRE  ORF A1 B ROS (77 A BVES S A R & o 153 R 5 %
18K B PAT A RS RO R R IR /ME ROS B9A Y AR BRIRAS T AL 2286 BE I ATP & LY
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Sl RER AT, S EGTR ROS 77242 T 51 & 4 5 45
2.2 ETC 4t % ROS *f -4l dy iz it P45

£ ETC PGt B b= AR R4 ROS e T A idriz rim A 2 EEH. 20 R K
TR ROS Fof 4k F£5 00 5585 R T 49 (Spermatogonial Stem Cells, SSCs) . i Ifil 7408 ( Hematopoietic Stem
Cells, HSCs) . #1424l (Neural Stem Cells, NSCs) FI5 8 JEJiK + 4 ffg ( Airway Basal Stem Cells, AB-
SCs) A5 ] ) B M T4t A [ T BB g ) Z o6 F e RS e X S8 T4 i ROS /K38 3 5% (1
H IR EHEREAAR R A SR, AR ROS 3K, e B AR T IL LR K/, HSCs A3 5E | AL A A 3. 58T Ag
T TR RS R IIE BRI ROS 7K P2 40 M 38 58 7 20 75 19, Chen 25 A BRI 5 25 51 % BLAL T
T B2 1 S 08 17738 T 40 i (intestinal stem cellss ISCs) 2PN ROS /K S5 A5% , T 7E o 5 1448 19 ISCs JiE Py ROS
KB 5 T e A 4R\ ISCs W Bt AL T i ROS 7K -1, REAS 240 T 20 it 0 ok o e o), —
. ROS /KF At R T4 704k . Owusu-Ansah 25 A &I, 1§ R ROS B2 4k 28 F 0 22 5 & 1.
FHAIHI (Multipotent Hematopoietic Progenitor Cells, HPCs) B9 434k, i 3 i ROS 7 DA 3k H 4461,
Hamanaka %5 AfBFFEIESE ROS S22 BB R S0 700 . Fedh e P, & & 9 ROS 7] LS
INK FI FOXO {5538 % , {2 1 ) #2800 050 5 40 B 43 Ak adE 7. XunWang S5 76/ P92 2 0, ik
WLA 21l (Muscle Stem Cells, MuSCs) BEUE FIIRE LI BEE -8 B HG KT T B, R E 2ok ETC YhE
FEf Al ROS 30, Ry i XA ROS 3870, MuSCs B4% 5483 i ILEF 2 @l A K ETC TIRERRAS ) MuSCs
T4 A s R E R, E K4S JE SRS RNA (Long non-coding RNAs, Lne RNAs)-EDCH 1 g i# 4k
RAKTIREMR A Y L 53— 5 1D 3 P AR T A A VT 0 0 S W AR 2, i DN Ak N 28 (A 161
ML ATIZ . BIAN, Tiagi Jin SERFSE K S0AN MG b 48000 N7 0 2 10 1 & Bk B il CBP [ , $2 = MOBI1-
K11 Z Wbk e iF LATSL #E f YAP/ TAZ Bk . TS Hippo 8 B I YAP/TAZ Z A1k
AMABRE K A b G B ROS 2 580 b 38 352455 240 B P 4 A 4 K 43 » DT 490 ) 240 e 4 14
KEHRE S . H 2 S AT, ROS 0] DL SR A B H A B, 1755 2R (4R 38 385 14 % #52 FL. (mitochon-
drial permeability transition pore, mPTP) i FF il , B4 R o FIAAE J 1K 5, I 28006 caspase 2%
R SR -0, Bigarella 28 AJE78 T mROS 7E NSCs (04 i i S EAE R L i i 9 ROS &
2 SR AR IS LR T4 A = T

25 L RTiR  ROS AESN ETC B &3 B v i =4 o 6 W42 40 M iz O i HoA AR . AROKSE /9
ROS X AEFp AR T 40 i) B 3R 308 RE ) 220G T 28, 1138 B T (1) ROS 7K W BB A 4F 1 200 el %) 384 5 Fn 434k
SR 33 51 ROS 23 BRI 305 A0 N AR 407 i T 4m e i B R BT R ) 0 5 1 R Al %
AT, L, W ETC RS PR iR 4 40 N ROS By KX T 4E 45 T4 iy B 3R 3 2 0 %L,
Owusu-Ansah %5 A\ &k BU7E 08 R A0 59 B 2 40 il 38 MCT K it ROS i S INK/FoxO/p27 {5 518
% TR ST b AR 28 T AR b G131 S 00l L X — B 1 & BRI ST T Sk, #5501 & MCI REfE |
FHEEFE K ROS 75 R BS540 TR 740 A R E AR . Cho 45 A\ BORIFST 45 5% 3¢ B il 1 1
FH# ) MCT AT MCIIT ) 2R AR P W A1 51 390 £80 je Fil F1p 85 2R 430 78 MICT 5 MICIIT b BH W7 L 715 326, 2 AN [
FEEHLE N ROS #7242 51 % T A0 MY FE , AR5 R ROS WS ifilx —id 2 . B 7 i T 4i iy
BE%E R ] ETC A5 ROS 7K - B 2028 [l -t n] LAE S T 40 4346, He i Tormos 25 Gl i # & &
Py 111 25 11 Rieske £RA 8 11 350 0L A 8 10) Bt S04k 700 5K 98 2 mROS /K SF-, m] LAl [8) 58 55 1 240
(MSCs) [ I8 I 20 M il 2346
2.3 ETC 4r 318 ROS Ji4a 140 dw iz AE I IR I7 vb i v

LA ETC MG TR ROS (7K 0T LA R 8 4% T 40 A fivaz » oA ) e A6 I PR 7 P i » 44 1)
FEFEXTPUREE R EBERIRY T U . He S 0E T N EARHIER G T AE-45 4 8 1 1(Eukaryotic trans-
lation initiation factor 4E-binding protein 1. EIFAE-BP1)., i EIF4EBP1 J:H 4G HEIMEZE AW 1
(mTORCD T HEs A+, B s 2538 ROS K-, [F B FEAR ORI RT IR B8 77 . 7R A MSC i
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Bl EIFAE-BPL, il 2R R AL IR 2 &9 T B0 iz Bl % ¢ RIRRAZ O EE 2
(ubiquinol-cytochrome ¢ reductase core protein 2, UQCRC2) it 2k , MITTHR /K &2 2 ki AR Fa 25 (8 5 2 1)
hMSC K& i J1, WF5ERWT, EIFAE-BP1 Ay —Fh s 2 R 40 500 7T DL G2 il A28 T 40 M 5 2, e Re Zeohi iR R
25 R MCIITL M A X0 A S 20 M T 2 4R A T 37 0 TR A i 0

AR A B & B0 0T L3 2 8 ) g 45 ETC TR #E I8 45 ROS 7K -3k BH 1k it 988 40 A 0% 38 B 484 4
Martin 2 A\ 7E S M8 BOUE I Ras"? 2828kt & 3 1SCs il ROS /K EIF g1 14 4, 8 5 ROS #1461 571
SIQELs, figfg WM 1SCs 3441 . Mandal % AW FH BTHE % 52 R ( Atovaquone) A MCIIT f4 3% M fig
S ROS # 1T, S B0 AT W 1 11 B 2 02D A0 42 T IO 9 DA T 400 s B0 -EL 5 o T3 200 A 70— 240 A 4 i 1
ARG A . RS R Ll A ETC A S8R 41 ROS 7KF- 2028 iT AR R 9 e 1697 ) —
AVETER M . (AR RS AL 24 ETC 519 ROS ZKFA8 Ak o DTS 30X 200 A A 40 i J&) 30 00 4
ELA 25 e P AR L 2 v 71 e e T EL A 0 o] 200 ) 4 D Tl R ARG ) 1% £ R T ) 25 e
R P A LR A S A O 3 S TR R RE T A0 M A 38 7 . DR, ARl 5 & A P R Inc RN #E [ 3 5
RARTIAE , T 78 40 MBS A IR TR B, WIS R BRI Y — 28 [neRNA W NLUCAT1,H19 Al HULC w]
DA 8 5 9 40 i e AR 2y M SR AR L 8 R B 0 (i b g & A

TERI 2B IR YT L 8 238 NSCs 19 ETC DIRE TR ROS K- A MBI 32 4 20 21 1k 52 HL 1)
fit. F4E K (Huntington”s Disease, HD)f&2—F 1 HTT FEH (FEWILF) CAG =B HMRELZY 15[ #E
B R 2R A TR, Carla SE0F9E A B HD BB ATA S T 2 88 T 41l (Induced Pluripotent Stem
Cells, iPSC) F5 k1) NSCs I BARA LSRRI A (5 2R ¢ 9P IMA R . ATP/ADP [£{ik .PGC-1a
AT MCTIT MV 2308 F M R A1, I L e B A0 T 1% i, LI P D9 TR % i &I ( Pyruvate dehydrogenase,
PDH)Zi% . [AliF, HD iPSC Al HD-NSC Zikifk st ATP & B4 S 8 hn . 76 HD iPSC #1 HD NSC
HHIREEE] ROS B3N, L &% UCP2 mRNA ZKCFREL. HD iPSC FfiTA4E#) HD-NSC 1 #]H CRISPR/
Cas9 FEARREHERFE CAG HE AR T E UGS ETC JIREM ROS /K-, IR RS R L HD BEML 25 HE =R
LR A ) e S B T

PO A BRI R Y7 T a2 5 | 51 AR 1) e e 2R R A b A3 Ak, T DB R 32 3 40 2 sl A B 2, K
HIfe . SRR ER EA (PIO) & —Fh b A 8 AR B 11, 1 SLC25A3 JEH 4ahi%, & 1) 2 2 D) k2 8
TTERL AR P R 1% A AL R R A I - R SR . IR IRIF 9T KW . RZHU SLC25A3 4li & 8 4272 & 5825 1)
BERINFURIERR P EE O IR ERE BB T, Li 254 ] CRISPR-Cas9 #i A, A N REW NI T L
RET- 40 AT A O LA B ChiPSC-CMs) #4 SLC25A3 #itlR (KO) B 2548 (C. C544T, C. A547G, C.
C349T) , X486 SLC25A3-KO HAEAL R 748 hiPSC-CMs L 5.0 JUUIE AR 5E A 98 8L L 40 35 47 7k oh g s
3. Ca”" R R Mg LR A FERR IR T RE BRI 45 . HE— 2 F 9T R, SLC25A3-KO [ hiPSC-CMs H i
RN R S Ca™ RS R Z MRV e IR R . I5e 3B R 2R R 5 52 7k (578 4 it 1) S 1 O vk
FeMEERL AT SLC25A3-KO s L2878 hiPSC-CMs B , 48 78 AR RS E B RL sle25a3 AH56 HCM
AURTRETE AT 3 X, BeAh I HZRLR F R L 5 B Z BT e S IS4 i ROS f77 Az L il
DU 20 B 5 2 S AL 3 A 2 407 » 3 o LA T SR AT R . R UL IR ARG 2o R ri A% s e A 6 4 T
A iz PR VR B R T & R IR YT 5 R SR I B B2 AR

3 4iih

ETC 7ET 4 9% A Az 88 A% S0 1 R 1 I 1 D) RE L & 3 e 2o R P ) v 7 4% 3o 0o 7 1 42
ROS A SR o MR 205 0 4 A 1 3 58 37 A ardb g . g i A9 ROS K2 S 8CA AR B3 L
i T4 DNA I I & , 13 B 1) ROS WIREAE 15 5 0 T2 it T i Mg s fn ok, R, 225 R 1
P CREPR 3 23O F R 8 (038 ZE PR AR . RNAT AT IneRNA Z8)ETC bR e A e 3k , HIeA 00 48 4 1A 177
) NEHERIE ETC £ ARA9TEE T SE BT P ROS 7K BKS 4908 15 LLGE 26140 i 3 365
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B R BRSPS RE O IZ T SR AL OB . S BRI X — B SEA BAT BB LAl PR T
SCL IR R P ZRIR AT B SO LB P S SR AL BT IR T T &R
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