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The regulatory mechanism of SLC7A11 and its roles in

cardiovascular diseases
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Abstract: The solute carrier family 7 member 11 (SLC7A11/xCT) serves as a reverse transporter for cystine/

glutamic acid, playing a crucial role in amino acid transportation across the plasma membrane. Additionally, it

regulates the mechanism of ferroptosis within cells. In recent years, researches have demonstrated the close

association between SLC7A11 and the occurrence and progression of cardiovascular disease. This review aims

to explore the structure, function, and regulatory mechanisms of SLC7A11, while also examines its impact on

the development of cardiovascular diseases. The ultimate objective is to identify potential targets that can be

targeted for the prevention and treatment of cardiovascular diseases.
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O E YA R . A4 TSLCTAL 4
R TheE. U HLE] LR 50 008 B 19 &
It 22 3R 38 o HAE O I B B0 5 VA ) 9B AE B
ME.

1 SLCTANR G 5I)8E

R AR K B (solute carrier family, SLC)EA
REENER sEARERL —, HEE2NER
JEA400 2 A b, H A SLCTIE FK R 43 24
B, QOFFL-MA LR IE HE A (L-type amino acid
transporters, LATs)F[H & ¥ 2 3R %12 & B
(cationic amino acid transporters, CATs), AA4H
(ISLCTAILE TLATsW Y. SLC7A1IBE A7 T4
TR K2 X 87 B3 X 27, A& Fh 120K B I
A, A8 TN-MC-g, FEA LB,
VAT 4 B A AN R A R K AR N EAR
B, SLC3A24ERFSLCTAL s M1 4T H 4l
Mgt . SLCTALME AR EER R T 3E &
R 97 FESLC3 A2 [FI AL Dt R/ A R S e i
{4 (the cystine/glutamate antiporter, System Xc-),
System Xc-AMNES T IEMOIVE B BRI iE R G, X
PR R =R R A S R e, BRI 1 B
151 R HL A (¥ P R R I P s = BR ), N
JHL AT £ D TR A 30 TR 28 0 T e I M 2 — % T TR
R (nicotinamide adenine dinucleotide phosphate,
NADPH)Z: 5 Tid [ AL N AR, R
T2 A R Ji B 23 i H K (glutathione, GSH) AT b
AT AR5, GSHAE v N 5P HT A8 A B BB 3
T B R 1, SR 4 R S b H R A A g 4
(glutathione peroxidase 4, GPX4)if 4, M {RFHL
G 32 B A BT . B SLCTATL/KF NI,
L — R 8L [A] 40 1) 7% M 4 (reactive  oxygen
species, ROS)VHFRFIGPX4MiENE, T HUAN 5
i A HERA DL R 2R AR WROSHY 5 BRAR, 1
ROSIH I U005 3 1) R E BB i AT DSR2
RS 1 IR oDy fE R I N P RGP
i1, MNT T B4 M T Re FE RS K AR R IE TS . BRI,
SLCTALLR T ERIE T kB 2 —P1Y,

SLCTATIAMUAE B Al AL BB A1 P BRAET
EAEEEMEN, mHE R ME M, 5Pk
S IR (R T LA B 24 P o D) ORI B

WA SR, ERAENLRNES RS T,
SLCTA11 {55315 1) 48 ff TG 125 388 3k ] 20 4 - 2k I L B
AR L S INADPH, 11 Dt SRR I8 JE R 2 bk 22
1% 13 A v FE AR ZENADPHIY 2 5, NADPHA R
AR R EHFE, FEURARSE R H
BB RERR, ARVSEAMKEEED
T S 52 K DA S At B B R 4, AT 51 Ak 4
MM AET, HFUESE T X A At T 5 202 —Fb
ANETIRAE. W Rk 8 T 15T 20 2 i BE
TS, Wi e,

2 AEESLCTANHLE

Yl i R MR AL, SR
et E W, R E A BRI
Z Fh 77 TH 6 SLCTA 1) 38 A0S 1 32847 7™ 4% 1 1

(&,
2.1 EFERIFSLCTANEE
2.1.1 #FHFE

O 105 % 5% K] 74 (activating  transcription
factor 4, ATF4)FI#% K FE24H 5K F2(nuclear
factor E2 related factor 2, Nrf2)/&if#=SLCTAI15E
IEIPAS E BLHRE SR T o ATFASR I S 2R 4 B
WEFRRZ —, VBGRB8 1) 53 1)
B, 25 TRABERED G AR, S
MOAEE DA R HUAR B AR ES, FREZ MO R G S
[ 8 & R LR T SLCTATIE N ATF4L)
B SR g 22— 2 Y O B R S R A R
RIS, ATF44s Hitt—2 5SLCTALTME 21
gi G IR RIS, &k, SLCTALIHELRIAR]
DL HE ATFABR IR T EEN S IR 2 22 A FE 17
ZIN BRC UL AR 22 0L o B S )0 I B 1, T e i
N2 AT R E AR A B 1 (heme
oxygenase 1, Hmox1)7K*F, TMiHmox1#f— 7 fi#
M4 F P AW B IFe™, Fe® fE £ kifh b BNt 1T
S EUBAG P A, nd i B () BB B A AR Ak
PR AT 20 A, X R FHAENTf2 D5 -7 SR BE 1 2
PR, 3F HNef2 30 i Hmox 1 [ i 7] LA
ISLCTAITE A AP N, 5t — 3
&, RAGNTE2 AT BUR 35 FEARSLCTA T IR K
S, IS EUE R AR RN ghAh, BRE
TIE P IEITROS-Nrf2 RGTE 2 1 SLCTA L)
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E1 £ 5SLCTANESEIEHLE

SR, 4 8 % 3L (L 3B (histone  lysine
demethylase 3B, KDM3B)t /&% 5SLCTAL1HE 5
VA B AR R s AL = R F, KDM3B# i #11 il
SLCTA11JA3h¥ L 2H H A H3 SO i 2 IR Y 34k
M EESLCTALL ¥ 5%, 3 HKDM3BiE ] 5
ATF4 [ _ERSLCTA [k KR, 58 5 1%
T, Nrf2if i 5Kelch#ECH B & (A 1 (kelch-like
ECH-associated protein 1, KEAP1)7E4HH0J5 &5
By AEE BV EA N BRI, Nef2 RO 5 72 B

A%, 5N E 3T R A R B e
gES, TS SLCTAL i 21,

circRNAJE — i SL8E A P& 11 A U PR AR 2
RNA, WA1ERN “Figam” W EmIRNARIM,
P NI A 9 RIEPT, o, cire 00679347]
308 3 10 1) 9 40 Y miR-545-3pifii_EASLCTAT1#
Feak, ATV 59 40 M i A K R B ek aE T
AN, miR-34c-3p/SLCTA1 G ZALIE N i RF
SR s SR 4T R g Ak B T AT A R Y,

Pan

SRR T IE R W, Y H PAHBREA Hcire_ 0046263
TﬁuﬁinmlR 1184/SLCTAL KA A il i e 1)
BRAET A7

TR 45 ¥435k 55 1 4(bromodomain containing protein
4, BRD4)&—FhIE RSB HRIN T, 52
BRI A A A, Wi E b S, b
5 1A 41 B R 390 43 A6 200, T IQ 11 N BR D4 K ]
7, A LA & A EF'%H‘%G%EE{EJ‘ENADW
W & 2 AL (NAD-dependent histone deacetylase
Sirtl, SIRT1)EZEP, #—SHRFREN,
BRD4[1% 15 5GPX4. SLCTA11MISLC3A2%K AR
[{ [ % %, BRD4R LiASLCTATILRI/KF, MMifE
JQUIf AL R A 3 i 3 41 2% (3 % 2 P 64k Bl 2 i
b, M FESLCTAERIE KT, (REERIET:
R
2.1.2 #FApH)

ANFETATFAR) s G E A, AT3 @ B
SLC7A11JE 3 ¥ 456 FF AR T p53 8977 A il
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SLCTAIRIEX, Tips3E hE WEHE I, g
MEEpS3E A, I LR R X2 5 3 4
W= . DNABE .. 4 S s
FEBY, ps3nE I HISLCTAT L2k, M0
b S e B B S B0 A0 TS, fEErastinifs (0T
W, WOE pS31E ASLCTA L) #% 5% g 0 X 115
SROSA . pS3 RNy —Fl 2, B Ak B e AR
e, HEEREA, BARS SRR, H
EROSHIRE PR 71T SLCTAL15RIA KRR
1B, TR — R AL B AR R p S 3RS, AN
BE FIASLCTATIIRIED, KRR, R E
KRASHIBEOE /T ANISLCTA L kK, 1% FE
AR E R S T NeR2BY A, BT BTBAN
CNC[EJE#J1(BTB domain and CNC homolog 1,
BACH 1) 3 fE 45 /) AL FEN- 55 BTB/POZ 45 F s il C-
Ui bZIP S Rk, T Ik A 5 O B ) R
ekmi R AR, MR RRBL, SLCTALLTE
BACH 1™/ 551 B 7 £ 2 4t v 1) 26 34 s T B89 4
BUNEL, FWIBACHIS5SLCTALL S X 4 &
D 1) FL 3R IR DL
2.2 EhFEREMRITSLCTAIIREEE
22.1 &R
ZFEMENEAREEEmN T2 —, 1E
EARSE. WA EAER R REEA TG
RIS, T AR 0 B 0 bk A I A B
fif, HIX—id FRAT 4 Rz BRI LT R
FH, SLCTATIN-uity 45 A4 3 A C-vii 25 #4035k 43 1)
U0 B SRS R IS5 A BRI 1(ovarian  tumor
domain ubiquitin aldehyde binding 1, OTUBI)HI
CDA41E I IS5 A7 15 . OTUBIAE Ny —Fft B £ i 8
FIRR A 292 22 A0, T DA R #ip 5318 B 1 B
FERCNSLCTA T R e M OB 4 R 7,
R FESLCTANIK R ;s 1 CD4452 —Ff
1 3 T P 5 SRR B 1, 7E ORI 40 i CD444E
YU AL I TR EOTUBL () 3245 K 9 INSLC7A11
ffasett, @i E#ESLCTAI1 50TUBL M HAE
I AT AR AT 200 PR o SR A IO BB Ak 6 T i i g P
JigyEg $0 il X+ BRCA 14 25 2 [ 1(BRCA1-associated
protein 1, BAP)4ufid—Fii% 20z 0 H, LAs/b
et i FRIAEAH2AZ &2 (histone 2A
ubiquitination, H2Aub), BAP1H]B#(KSLC7A11/E

7 EH2AubH) A E, HFRLRZ AR 5 5C
MHISLCTALLFIED, i B A H2BI B2 1k
f&1fi(histone H2B monoubiquitination, H2Bub1)#]
I T ESLCTA L RT3 T 2 5 848 T (1
W, BRI yps3ilid (e dtiz Ry E AT
(ubiquitin-specific protease 7, USP7)HIZ %Ak 6
[ 3 FTH2Bub 1 HY K7, M FE (K 7 H2Bub17£
SLC7AIIHE PR FEIX I & 4 I M HISLCTATTHI R
BB gRAl, PR (126(tripartite motif-
containing protein 26, TRIM26){EN—FE3iZ FiE
Pl , @A FSLCTALLZ 24k, 7T LAE kAT
SR R AR BB T ik T 4R i A
222 BRERAL

I FL 309 B WA %5 2% #E 85 1 (mammalian target of
rapamycin, mTOR)z& — 5 B LR~ (1) 8 E B,
FAETHANYEMERLEAREGYI
(mammalian target of rapamycin complex 1,
mTORCHMIH AV EMERLEAE 2
(mammalian target of rapamycin complex 2,
mTORC2)MMH B EARE &K E, 25
WS R R, ReEARH . PR A AR
WL SLCTANT AL Z FImTORC I Y,
[t ] FHmTORC2 Y% HyE P oy 40 i %% B T
i Hippoi& 42 FH FILATS1/2 3, S HmTORCI)
RS o R AR B IR AL T Ok LR, AT BE Ak
mTORC{E B4 - BEAESLCTA LT, k4h, il
LA B RS E AL R AR HEAR, FFXFSLCTALL
G55 R UTTE B A VAT € UM - 3 B0
W Hr, % EmTORC2HI% L i/ Rictor fimTOR
NEAERISLCTALL G & 15, JF HAE R A
BB AGCHRE, Bt DRI, SLCTAILH
N-Jii i 2K 58 4T B 1 2 BRI BE R 1k, (H.C-Ji i
RRITSLCTATBER AL A M, R YImTORC2
FLREE T B R L SLCTA 11 N- 3 P Jo 5 #4388 _E 1
55265 22 G R AL R G, T R
P2 B O A e H IR AR, JF X — AR
AGCHEE M, A AR X5 B BECNT E 4 E
B AT DAAE 40 B AR B0 & A5 5 il B b 5 AN A B 2R
HAH EAERH . AR SE T AMPE {6 8 B
(AMP-activated protein kinase, AMPK)/ 3]
BECNI1BE R AL Al LA EL 4% 5 SLCTA T ELAF FI 2 1
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BECNI-SLCTAIIE &), LAAH]System Xc-H
W, T BECN L R A4 Sl b 8 A8 4 T A 3 423X Fof
BLRUOAT geAh, 55 5 SR SEOE TR T3
(signal transducer and activator of transcription 3,
STAT3) & — 770N ERARMEE R, &5
1By I N R e AT R= S i S (R PR R ZS
HRB AR, STAT3H: G N B {LSTAT3
(pSTAT3)HAF 14 58 980 ) B 1) & 555, 34
VBRI @B BT R, STAT3
FIBERR AL e 3t T SLCTATIIFRIE, TSTAT3)
TNUNIBER T SLCTALLERIE, WER] T STAT3ME R
AEXFSLCTA T 8 7 1 5 1 F PO
223 FAML

FH L ¥ # I3 (methyltransferase like 3,
METTL3)Z& —MRNA F LG L 0y, A0 F L% 7%
ZERNAMING- FEBREHF(mA), EHRETF
METTL37E A\ A& At (R IE 32 BIHH],  H AT &
B UL R o0 ) 32 95 55 2 B0 ML R K
AP BRI, EESKREERE T,
METTL31E F 2 Jik ifiL &P 3 L40 i b Rk B3 F
W, MSLCTATLR & H /K2 24MEH], W@l
METTL3 "] 25 SLCTA1RIE K, M $0 i) i &
PN RMET: . AERZE, AR, 1
BRI MR F, SLC7A11 mRNASFIMETTL3 /5
FImeAE M, M i 7T H KX, 3 HIGF2
mRNAZE 4 2 H(IGF2 mRNA-binding protein,
IGF2BP){E Am6A N [ 15245, ] #)ifi|SLCTA11
mRNA 2 IR LRI 5SLCTA1l mRNA KR E
MFik, FH TMETTL3/IGF2BP1/m°AEIH{E
SLCTAL SRAET hile 5 — & i Y. B
F-xB¥i% & H (nuclear factor-xB activating
protein, NKAP/{EA—FIRNAL A& E, Wnl@
T EmoALE A 77 L HESLCTAT] mRNAF BT 21
AR, AT PR R B RE 40 Y R 40 D G T Bk AT
204, Ak, E e I METTL3 1 o 2% 4 py
SLCTA11 [1)3RK /K1 T BB AR O ML 2093 RO 7
7,
2.3 Hitb

SLCTA 1L ZFIE AN % s P2 AR 38 5 12 1
HFEZH5WA, & — SRR SR SR
SLCTATRIE KN Horp, AR AL 3 e/ 7 BEAS

R % (switch/sucrose non-fermentable, SWI/SNF)&
YN S ESREIR T 5SLCTAIA BT854,
AN SHISLCTA LB 3351, M ARID1AAE
FGRIESWI/SNF Lt )it I A — A sy, H
B S ESLCTA HI B SE3E M2 B3 #), M
F SRR IE T (0 R AP, SLCTALL 4 M 2 1
FEAL W2 BT, R A KT %24 (epidermal
growth factor receptor, EGFR)iH i FH4H iy P 45 #4455
H5SLCTANMEAEM, 4EFFmiiE ESLCTALLHI &
fr, MM BFFMmMSLCTAIIMRIE, I HX it
FEARZCDA4RILIL . 532 RALBMABLL, Z &
W& A& R T 1(the ubiquitin-fold modifier 1,
UFMfERNZ ZE A —ME, BA5ZHS
FAIL = by, nr DLl — R B & B
EAING S, X2 RIS NUFMylation
BAEPY . MR, SLCTALLA{EN
UFMylation ] —Fi4), FEHUFMI1/SLCTA11 W] fg
e ANH Mg UE S, HUFMIUER T
SLCTATL I H AN M AN AR

3 SLC7TAN 5N EEFRHE R

3.1 SLC7TANSA4AREFET

PEAT R — P 2L R AT N 10 = 3 Mg AR e 14
T, LR35 T ALK
W L O LR LE P B 22 S B0 U 1
B AR . TR R R “eat me” 15
G R AR R R IR A IS B, R
JHL TR RS A W A 3 3 i A A FH U 4 o R Y A
e FEFR B ZE N, LA e fpi A AT K 2E
A W 4 B 38 sk R T 0 UL AN B SR TR B “find
me” Ml “cat me” {55, MIMBEM. HERIE RO
UL, 3 A o URE LS L i — 2 9 K, ik
AL 44545 15 5 . Maschalidi 22w 5 & 9L,
SLCTATLXS B SRR 4H 0 i i 282 2 Zh1E T =
ZAPHISLCTATL ) Iy R ] i 25 38 5 v SROIR 48 Ffd 1)
MR . IXRWASLCTALL AT ALl A T A W4T
MO M ZE R, AT E) 426 2 50 UL T ) 9 T2 0
o KIS 07 m] ] AR /0N B i T 4 2R
F 541 ffd (adipose tissue macrophages, ATMs)7 i
AR A (exosomes), TMmiR-140-5p7E BN R
ATM-Exos 1 it ik %3k, Jf HmiR-140-5pid v] i
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i B8 [F H I SLCTA T H Ak T T W GSHIR & ik
PLESR 5 50 LAl BRSBTS, 5l S O WLES K7 5
WU LA A A 44k DA R U = IR T R g0
B FEAR AR YT VE IR IR b R IR RE 25 2 —,
AT DA 2850k P28 A IfL 980 (0 REL I 2, T30 0977 50 ik ks A
TEAG IR R A o AHAR G FE R I, BT AR AR YT 7T 5
SO, BN AE BT R AR TT 51 &
O WL AT A A g o o AR AL KT T R LR B AR
SLCTAIIFINIR2[)KRIE, $2/~RNrf2-SLCT7A11/GPX4
55 B S 5 AR AT S O VLAl At T,
FHAE B SLCTAL1RIE i &2 B FE AR A 7T 155 A& 0 L
YR ERAE T L 2 —, Sk BT B AR AR VT B2
SRS TR T B B a5
3.2 SLCTA 5 ZhRkRERE(L

Ut IR A W 3 LA Ao 0 Mk s A G A ) 3 A
J2 51 G B K BE Hh 0 R BE B R T S 5 A A
o, BB A E BN . 25 ki R A B ik
SR RERE AL, el M vs D Bl I, AT B0
LB I R B3 51 62 e bR 3h fikme i 1 & 2100, 1
e ML ) v S R 3R 2 — RO R A sk B ik
SRREREAL 5 Ok RS, ERr AR, AT
F= B AT AT I8 A% R T BIS AR W0 Bk T 2T
FHISLCTATLK- T T B4 R0 TS, &
2 RIESLCTA AT B BH 1E B W 40 f Bk A0 T 1
AR FE A ) S ke A A A 3t R 0T i S AR AR
J¥ 8 &% 1 (oxidized-low density lipoprotein, ox-LDL)
1B i B BOR AR 7, 238 BN B2 41
T8 LA M 450 1 3 B IR 708 R AR
H g M IR ApoE ™ /N LLIEAR i S 3h kR
FeREAL, AT ROWLEE 2]/ B A4 A SLCTA T JmRNAA!
FEAKTEZFE, 3 HHox-LDLIES/NR E3)
Bk PAY 2 248 A5 15 DAASE RO AR A1 3 ik ks R il A A 2
SEREIN, WERMMM LR AARES, FEEA
SLCTA11RIEKF T W, M F & 58 T 40 1 7
ferrostatin-1 b PR J5 ¥ 7] 16 #% /N BRAR N 4R SLC7A11
AR B, DT 840 I 2B RORN PN R 4 i Th g
R A%, X SURF R B SLCTA /K b8 AT ]
41 o Bk A T v B Lk 3 Bk S R R AL 1 R AR R R

.

3.3 SLCTAN SR E#EE RS

HAT, IR YT 2 S0 IURE AL 1 & 3k U7
o BVEL WUBEZEAE K5 - 11T 38 P 2E 1) b AR 5
Jik, g0 LAH B AT 2 REVE AT 4% R i R AE
G LA D REAE AR, s O ULER . 2R
M7, FRREVE R R AT gE 2 3 Be0 ULgr i sk . sk
AUNE, KATHRERERT, BRI VLG L R i
(myocardial ischemia/reperfusion injury, MIRI)",

TEN—M Lz R, FrRikz RIKEE22
(ubiquitin-specific proteases 22, USP22)i# i X} 4
Lz R A AT B b R, R
W, EomSSrmis crEmRT. fEh
USP22JE A I¥ SIRT 1 AJ il il USP22FH 1k Hz FAL B
T A LB KT, AT HE — 20 A T i Y
PEERE AT, PR ORI, USP22id@id 272
FATaE IF EMSIRT LR IA KN, 7] 3 p53L
WAL A UK P BRI miSLCTATTIER
AP, ZRE AR, USP22id FIA A LA L SIRT1-
p53-SLCTA LN WA PR IET:, Wb TR

o DR S 2 BRI PR EVE B 405, UMIRIEG
TP — BT A A

By - %5 0 By [ e 4z R 2 B A 7R (sodium -
glucose sodium-glucose cotransporter subtype 2
inhibitor, SGLT2)ik % 1 i mJ it if 253 I L 51 /7
o Pl 0 WUET A SE AL IR D O I A RS
(R A A FE R, B/ P AR A 4 K R
BRI T 1 A b 25 9 i 3R SR A & B 2
(prostaglandin endoperoxide synthase 2, PTGS2)#/
I A T A I A B R B R B P 4 (acy -
CoA synthetase longchain family member 4, ACSL4)
FImRNAZKF- 22 T, RN ZERISLCTATTE H
F 3V G S A TP L IRE S TR S EY I BUIR =
XA, FRWISGLT2 A idid B 1ESLCTA 11453 A
B 11 5 R R A ) Bl T R T kR T
HHAVTORI, FA—Ma2-F _EIRERZ A
A, A RAERKE W] LB 5RSLCTAT R IE K
BRI R R Bk & &, il gkt s, Jf
UESE T 4 AT SLCTA1/GPXA{5 538 B IR /& Il
/b oo UL P S5t o VB 45 4 1 A Rk Ul L
WM, EIHSLCTATLKCY AT $ ) O LA Bl fo
AL P A
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3.4 SLCTANS.GAARERK. (D hER

o JULZHH B R 22 P I /65 90 1R R 9 2R Tl
FH 2 0 I A far o B AR RS R AR A, SR T R £
PRI LA B IR ROK S B EE A, T 5] AL O
J1EEET T, ROSYE MR P IE & SR M =4, 1E
IS T AL AR LR A i ORER, AR
T A28 PN ROS P 8 71 A 88 FH 2 i 2 JUTL 4 S DK £ 7
EAEETL, TN, SLCTA1IN S4EFGPXA4IM
WM, AMIERIEN 2 REFIROS. #— 25k
BL, SLCTATN B BAM) ] 77 490 0B 2 L e w3
RAROSIKFE, IR LA K F 41k, 52im
OEIE 4TI, X R SLCTALLRZ L LA
HEE AR K A — A 3 IR B0, R R B
FERRE A Z Ol RIASLCTATL & 2
T RRIET RO LR Rk AR DL B TR
B, SLCTAILRAEACIURIEE VAT 48 A

FARINA B 338 E e SN | KM R Sl Bl 3a o=
LR, FECOThRERERS &0 = E P, T
SLCTA114" 3 GSHE HUIE /& P VR P Bt 28040 B ¥
B FEZABIE -, v LOR ALK S 52 8040 B B
8 R FEAE S, O AL P R 4T 1 45 4
AT O LIRS A S0, 4iHISLCTALL
IR IR A PE 16 A DU MR R 12-HE % A I (arachidonate
12-lipoxygenase, ALOXI12)7ERSET: IR,
FHE 1T+ 3(interferon regulating factor 3,
IREIMERNFERF T — R, 25 74K,
TSV RE,  ReE RO VU R AL 7] 5
RS, ShiM I LRI, A AR
(docosahexaenoic acid, DHA)E AR I Z AHLAI
NEWTIR, FE.CNEE ) gl SNy, DHAM RIAT]
FIHIRF3/KF, TMIRF3AI 5SLC7A1IFE KR T
i, B M L2 SLCTATL I R ik
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