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Targeting SCD2 — dependent monounsaturated fatty acid

biosynthesis activates antiviral responses in CD4+ T cells
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Typel Interferon (IFN) I3/ G B U CIPE BRI L ARAEZERIL X 0 20K
ICEEINLE P A P4 v THD, Typel IFN ICIZIFNa ° p 23 ET 523, C
NoDYA A4 VIZTERRER, EGRER OMIIIC/EM L T Interferon
stimulated genes(ISGs) & FEIENL 25TV 4 L R IGE I G T 2 B FHEORHE S
PRI TRPICEICHFG T 5, Typel IFN 13 1SGs DR 2758 T 5
LICHA T, MENORBREKDY 70T Iy 7 %2iTH 2 epMbhTn
%, JTEEBHMAE Tl Typel IFN OIGE ICHIIIN D IFE &S0 EE CTH 5
LR, v/ u 77—V TRV ANRIGEZET S 25-HC 25, Typel IF IC X
D WA E N T VB Z MG TN T V5, MR O & RYIGE
ICOWTOBIEESHL T I NDo0H 505, D% ABAHKRLIE RO
HEHZLTE Y, EHRUEROMIETH 2 CDAT Ml coMItI+oickhan
T, ZZTHk4 X CDATHIRLICE T 2, MREAREHRRES & ERICE L O
BEEMEZ B O 2203 2 72 O ISR 2 1T 72 - 72,

#1891 Typel IFN 23133 CD4 T i o SRS~ LIS ER Do %
MIFEN RNA & — 7 = v R X 2§ 1T > 7z, Gene set enrichment analysis
(GSEA)%Z FH W 7= f#HTIC X 0 . IFN B 25 CD4 T flIfE o NEHHlE A skl 55 1< B
LT HORRAABICH Y S e PWLpICh -7, ZOFhTh, JE
BRICHHRS O BUEEE SR TH % Acetyl-CoA carboxylase 1 (ACC1)D FEILE D i) 23
RO LNTz, T T TRICTHRNTE G RIS A EAGE 1 AT 3 % §Hili 3 2 72
DI ACC1 KO =V R FlW 7t 24T o 7. MAFERIRNA & — 27 TV A %4T -
7o & T A, ISGs DFIFEL ACC1 KO Thl Mg CHHZFICHAL T3 2 & %%
R U7, ZERERT-PCRIC X ZEHTICE Y. ACCI KO MU ACCI FHEAITH 2
TOFA L& Thl #Ife <D ISGs DFEIIE A, IFNP ZALE L 7= Thl Mifd & FIFEE
ICETHRL TS Z ARSI NI, £7. Interferon regulatory family 7 (IRF)
& WX % Typel IFN signal I X U fillfHll & 11 2 S5 [K] 1 D FEFL & 25 TOFA ALiE
Thl M CHEICH AL T2 2 L 23 FACS ifiTIC X VB b7z, FrICEHEE
T L, IO DISGs DEBDITHEIT Y 4 P A4 vOEAICEETH S &
EbNTWw3 TCR DHHIE A2 TH RV, BHEEELE TTHOATHwE L



Thbd, £ T, WEEESLMFT coMiais LT IFNa DEHE %
ELISAT v 2 A IC XV EEZTTo 72, Z DR, ACC1 KO, TOFA #Li&E Thi #ff
Ha D552 il F T D IFNa © & 2% Control Thl MIEORGE FiF XL WV b HEICE W
ZeBbhotz, ZORRIE, Thi flE AR ZHE ST 2 2 Lick
D, HFEMICIFNa 2SEAEINE L EZRLTW5S, 72, Typel IFN OZEA
DHMPURIC L D, ISGs D mRNA DFEBLRL IRF7 D X V3 7 H OB b5 13
Il L7z, & 5T TOFA ALi& Thl MiflakisE BiF % = v R ifld bR id MLE-
150z A AVINIVFTANRICRT EH T A4 L RIE D HEE L
2o TNOLOKER XY, Thl MlZICEVCEMBARRKZHES 2L ick
D, IFNa AW E NIV A LV RIGERFEIND Z LRI NI,

IRF77 IV —ghhoDR v 0B LR5E0, £D9H IRF3,7 2 Typel
IFN D731, IRF9 25 ISGs DFEFLDHIEICEETH 2 Z L AL LT 5,
% Z CTH# 41X CRISPR/Cas9 ¥ A7 L 1Z X » ACC1 KO Thl Mg % FH T 1r/3,7,9
DBIEFHREZ TV I1SGs DiillfENIC B D 2 I H R+ DR 21T o 72, MR
RNA v —2 T v RIZX b, FFiZ, If3,9K0 %47 > 72 ACCI KO Thl i T ISGs
DR ERABWFH SN2 e Bbhotz, —Ty If7 D KO T X - Tl
DREMDBROND DA TH 57, IRFI IX STAT 1, STAT2 L HAKREEK L
TISGs DRBZFIHL T2, Zu~F vz ito7z & 2 A, BN
DEAE#® T2 2 LIk b, IRFI D ISGs D 7' 1 & — X —fHI~ D ERHFE
DHNTz, TNHDOREE X D, ACCI KO Thl #ifd Tl IRF3 2° Typel IFN D i
A L. IRF9 25 1SGs DRIEZHIH L T3 2 L ARBI N5,

HEMARE X 2 DL piiEic X v, 3BT 2 c etk 3, “HEES
& RiTe I aNiE & BORIGRE. 1 ©OF 3 2 lalie = — (A EafIAERARE. 2 o
LU 3 2 BN % %Al A RaRIIE G & PR, Ch b 2 AT 2R L LT,
ACC1 23EEFINENIEE 2 & L. % 1% BT Stearyl-CoA desaturase2 (SCD2)IC X
) —fliASBURIAG AT 23 & B X 415, Fatty acid desaturase2 (FADS2) 13 % filif~ G A1
JEMIBE D EICEHETH 5 T LB b T 5, Thl fifgic s T 5 ISGs D EA7
ICEE R NENIE 2 B3 5 72 ® 1T, CRISPR/Cas9 & A7 41T X ) SCD2, FADS2



DBMETHEERTT > 72, Z DFEE. SCD2 KO Thl flifid T i% TOFA AL Thi
fo & [FIFRREIC £ T ISGs DRIABEMBIH AL TWE 2 & ofz, —J5T
FADS2 KO Thl #lifl Tl 1SGs D FEHIE 23 Control Thi MfIC b~ Tl#ED I E 57
L7eDATH o7, T, THbDHERIC—E L T SCD2 KO Thl g DRz
FiEARMZ 72 MLE-15S fiflic4 v 7z v o 4 L 2 ~DbiE2S ER L7,
HENAE L EEEE i e L <X 0 b, lBEHOMELE LTl 2 & 2%
W, % ZC Thl MifEIC B 2 ERIE A BRSO RHE IC X 2 IEE 0 &I 35
B R T3 % 72 ® 12, Control, SCD2 KO, FADS2 KO, ACCI KO Thl #ifi@ % v
THAFERI Y © F 3 7 AT Z1T > /2o ACCI KO Thl fifd <3t & h7-fEE o
56 & 2% Control Thl #ifig & He~ THAZICIA L CTwa7z, ACCL IZNENTBE & L D 1
HFERTH 70, ECORECHENRHLDLAMNTHELEZONDS,
—73C SCD2 KO Thl #lifiZ Tl Diacyl glycerol (DG)*° Triacyl glycerol (TG)7x & @
Glycerolipid DIEE D& 234 L T\w7z, FADS2 KO Thl Mifg ClXiEE D E~D
WEITEM T o/, VBRI 7 RTICK Y. —EARIRIENIEECH 54 L
AVEER., DL NFEOMERICEbIL T\, %72 SCD2 KO Thi #ifiE Tk
LTz Glycerolipid D& &3 AL A4 VB2 EE T2 DTHo72, 22T
MENOF LA VEEO BT 2 2 L ISGs D EFICEHETH 3 &Kt %
V2C. SCD2 KO Thl fifid~A 1 4 vz /RIS 5 2 & TISGs DFEFD L
SR X5 5 S 2FHili % 4T o 72 SCD2 KO Thl Mifg~A L 4 v % #45
WWINT % 2 & T, 1SGs DFHE 13 Control Thi ML & [F7E I T THIHI & L7z,
Thl fEIC B W TR Ll EFINEIIE CH 2 NV I F VP AT TV VIR %
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#USTING ¥ MAVS 3 F23F1 b LTV %, T3 b Do T A3l E N DX % 1R
HIL72D% ., Tank binding kinasel (TBK1)23Y vk dh b 2 & T, IRF 7 7 3
Y —%4 LT Typel IFN QEAICHE T2 Z & B3F b AT %, TOFA UL
Thl #figTIZ TBK1 @ U vE&fbL <128 EF LTH Y, SCD2KO Thi #iidTH
[FBkIC TBK1 @V vEE(LIZJTHE L T 72, —J7 T, FADS2 KO Thl g <l {4
i ERAPROLNE DA TH o7, TBKI D EFRICH 20T E2HERT 57201C
STING, MAVS % % #1% 4 SCD2 & #£i12 KO % 1T -7, TBK1 © VU v tix
MAVS/SCD2 DKO Thl M T3 SCD2 KO Thl g & FEkIC R Sz oic i L
T, STING/SCD2 DKO Thl #ifid it TBK1 ® V v EE{L DITHEILE U7 2 5 72,
% 72 ISGs DFEI I MAVS/SCD2 DKO Thl M T3 SCD2 KO Thl fiifid & [FFLE
ICETERLZDDD, STING °% D LD T TH 5 cGAS & SCD2 & %
ZHNDKO 3% 2L TISGs DFEBD LA TNz, ZhbDiGRic—HL
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