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aminobutyric acid, GABA)FIAE & IR % Fh & HL 2 1T 1
PEWT A4 i e e D RE, SRTM, He g 5L AR 77
FATIAN B, G2 40 VS AT, i P 202 B PR A U A A
B KSR, UGN A 2D Re(85E . b2
JIER 748 [ TR . A2 2 MhA s A R SR B, A
AIENZ . GABA. K2R S5 2 FE ML vl % S e AH i )
HWEE . A AThAELL R, B EIERR R % G 4T
HOBE . AR 2T AL, T IT R R W AT
K NiE L hRe, FARAT B RIS R AGE T RIS 7R3
e LA B L

ARERIR B G5 R R T4 Y 18 e % D e )
BIEH, WIEREAB%Z. GABA. HARMOEIRE
R RN S AT A iz B R AL, I RS
R F R E F 5@ iE AR
T A% B S5 34 42 TR 4 4 92 A M o 3 TRV TE 43 T L.
NI E TR (R SRS AT A W TE e AR, 1Y
SRAFIETURRE ), FRARATJE HEi A SR AL R JL .

1 GRS W A5 Wi S e B IR AR

T J5 T ST T BT A7 RS AN SR T I S A
R GIERR X4 il S (¥ R 12 1 )

Table 1 Effects of amino acid on intestinal immune function in piglets

R, Mok e A, I, 8IS IR s
U T A4 i T G2 T B B v T 0 AT A PTG e
(G R . TR 2 RS T R B, RIS
NP B S FRY R, FETE AT il S
Thie i BAE R BIE-GERD.
TEWTWAT38 I SR B, TR IN0.2% A &
BEfs oG T B TEAS, (EANREIAAT o 35 e 2 b
(lipopolysaccharide, LPS) & #A4L K F-a(tumor ne-
crosis factor-a, TNF-a)fl /)% -8(interleukin-8, IL-8)
(R DL BRLER 1110.002% I GABA 535 1 1 7 3 4%
Y TE AR A A R FIL- TAIL-18 mRNA R IA, _Eiff
FU 4 R FIL-4FIIL-10f mRNA KLY 2 mg/kghlt B 2
(VIR A AL FE 3 T W 90474 =] B IL-4 F11L-17
ImRNAZRIL, P T [ BIL-6MImRNAZR L, S04k
RIEFR(0.19% 7 FLEFR+0.27% A E IR +0.07% 5L A MR)
SEUNERE AR, G ERE A SRR E T
L RN N 1% LR R A SR N T 410 0 A K
PERE AN 8 Fe i ThRE T 5omT, (H1% MDA RAE
P2 5 ST AT AR PR RE PR, I e BR AR 1 (im-
mune globulin, Tg)MiKFE FREPL XLt 7o, 81
WA H AR AR 8 N IR I GABAT] SRR AT 3 s

Ab3 5 RN BPREAL A ES SR
0.2% Gln Wr A58 MIELPS. TNF-afNIL-83K ¥ TG & E A1k, (5]
0.002% GABA Wr 5% fHIEIL-1] IL-18)+ IL-41. IL-101 [6]
0.0002% Mel Wr 754 WIBIL-47. IL-171. IL-6] [7]
0.19% Ile+0.27% Val+0.07% Leu Wr 4754 N S| RERREA SR (8]
1% D-Asp W A F s 1 IgM| [9]
0.5% Gln E. coli FAIRYATHE Z i X T A mRNA e 1k 06 i 3 A8 4, [10]
19 Gin LPSECHH7 1% e R et [
1% Gln B AT S AT 44 MyEfe KRB 5|+ FrRANME 1 [12]
4.4% Gln E. colif &G4 ZH i 5 - O mRNA 76 15 06 i 3 A8 4, [13]
0.5% Arg E. coli FAIRGLAI% FEfHIgAT [10]
0.004% GABA ETECIE Y744 itigAr, 2 HIL-1p1. IL-41. IL-171 [14]
0.5%1% Arg LPSI #4744 ’J\%Hﬁﬁmﬂ%{\ CCD;;TQEEH%{ TgARETA [15]
0.1% Met LPSH#ATH M ETL-8 [16]
0.12% Met IUGRAF 4% 2 RBIL-101 [17]
0.21% Trp E. coli FAIRRGLAT S MFETL-6)« TNF-a [18]
0.0002% Mel FE R AL EAT S MIHFIgMBIRET . IHTEIL-107 [7]

a) Arg, Ki&%; D-Asp, DR A Z; ETEC, W7 # # MR, GABA, y-2 48 T 1R; Gln, B &EIE; IgM, Sk AM; IL, FAF; e,
SR IUGR, BN R HIRLE; Leu, SR R; LPS, IR 2 H#; Mel, #RE %K, Val, FIZAR; Met, HZ; Th17, HBIPETAME17; TNF-o, MR IER

F-a; Treg, WTTHETAIM; Trp, CVERL; 1, Thiss; |, PG
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RIE, W0 FE R (branched chain amino acid,
BCAA) W] 14 5 B 7= A e R BR R H U BE ), {HDAY
KA 147 iE B4 iR D fe.

o r= 35 & M K Ig#T 1 (enterotoxigenic  Escherichia
coli, ETEC)S8 J5 i 75 3 (1) I 18 J0E /2 3 B 474
WEVSAIBET () A B R A, DRIk, R AT 11 K T T 1 o
VS B LPS & 4 FH A AL 8 SRR gL (1) i R A2 itk Ah, 1E
DEBE, BRI At SRR AT I
R Y. S R R, TR IN0.5% 1
B EBE L ER0.5% FI K R IE JCIE R MR Escherichia  coli
F4SE WG, (AR EIRIR S 738 IgA
el ELPSTUERATAE A, TR I 1% 4 2t
3 HCE WA R AR KRR A I TS, FRAR T I
HE R RN TSR, T4 M (helper T
cells, Th)17%5% N2, {2F 7714 T4H i (regulatory T
cells, Treg)/ ™SS 52, #E Escherichia colildk
IS, R 4.4% 08 2 SGE T
TEPEREDIRE, (H0 A TE (R 2 4 T I mRNA R A G
BRI FEXU A S AT 0 il RO p,
TR 1% B 45 Bk e ] P AR I 37 R IL-1B IL-6 F1TNF-a
M, FHEIL-10M8 R X R —S 45 1T fe
2 BT X BB 5T T A G IS I AR AE 22 . AE
ETECE AT, GABARIEHE 2 IGIgA I 70k, FF
B A E FIL-1B. IL-4FIL-17f9k Y. 18
LPSALFEIAFHE T, 0.5%01 % 1KE 20 MR W] Sk 35 PR 4
Jia R el iz R K Al R £ R RICD4 " TN, 12
JAIg AR AN AICDS " TAIML A" ZELPSH 311
FFAE Wi S RERL T, 0.1% 1 SR 2 R W] I 3 PR AR L v
IL-8fJ B2 0.12% M B IR AL FE AT 42 i B N R B IR
2% (intrauterine growth retardation, [IUGR)f{ %% 2= 73T %
YRR FIL-10/0 037, 5566 FURAEL, TR
0.21% ) (5 B2 v (&K Escherichia coli FARGLWT T
NS IL-6 FITNF-o R B2, 7E B PR A 3 1 41
H, ARE R T AFSE R R LIS IgM IR iR B A i T -
10/mRNAZ L,

SRSRUL, H AT 7T R B, TR IE 2R R
H, PRSI E B AR, AR, R
HB R T R R i 20, L v {2 dE Treg /3
s 5%, KRR GABARIGE 2 K nl (Lt i iE1gA
SEPUARIR) 41k SR, ££ 1E 5 Wb 748 A0 18 28 S A7 4%
A, A B E AR A E A 82—, X ]
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REAT I T A48 I A A SR IR G I B S R R 8 77 5
SRAFAEZE . R, FEAR TR HE RN AT 48 1) i 1 G 5 1
FEAE I, RTA 0 U AT AR 7 9 AN R B B BL O
JFURR G B AR SRS SR ) 7 T AT B SRR, SR
RE W RR S TR R 2, TR A h X I8
TSRURIRISAF A8, SRt [F RS FR P s, T
O RAT AR N PURAES7, (2P % R B KR
BEAh, AR A BN E A IR B AT W W YA 5 iE
RAEMTEAETIRE, (H H ATRIB TR 2 R IR T i 5
BN S A R 7 RIA S BRI, RIRAIR L
ar AU Bk, ASCHT 2 RS s AR, Rat
PR LR % e e AR A I8 IOV AE ML, vl id &
SRR 175 W Y0R8 P e, PR T AT 5 RS < AT
FET R GTLRARAE.

2 REEERRRIRIE RS MLtz i3 Bl

2.1 BEBNE

ZAMREER AR R P R AR, £ BRI, B2
[t% UDP-GIeNAc 5 i 50,  IH#EM2 E g4 A
PRICHE PR R, A S o0 A A A 1 - T 1K
& (a-ketoglutaric acid, o-KG)riEid 25 8 A
b (fatty acid oxidation, FAO)FJumon;ji%h #4358 (Jumonyji
domain-containing, Jmid3)#&K#8iJH3K27 2 LBEAL (et
E WG M2 BRI, (E 25 Sk i 7E ML I I 4T i £ A
AR I E IR AFAE 4. FELPS I /) B W 4 g
, a-KGIl R il 2 R 2 A B 25 44 3 (proly] hydroxylase
domain, PHD)###% K F-«xB(nuclear factor-xB, NF-
«B) I EEHN 1) 7 IkappaB i B (ikappaB kinase, IKK)HT#X
W, DUAGEIEIKK BP9 1AL £ F2 HEAL 4 il IKK B
Ak, AT AN MO AR AR, B AT 7T
T W, Wk T4 b BREHRR AR 2, ARG E Bk
A ST A7 S 8T 1a(hypoxia-inducible  factor,
HIF-10), $5 5P A2 EM E W4 B TL- 1B & .

A5 T Jrg L VR L 2 L PR 23 A6 R T R 9 4 O
YEH. fEnaive TR, 23 2 i i A0 8470 T 2 H
B 5 2, AT PR BOE 5, Sle38al il
Sc38a25E M E ML i i 18 B R R IB G 08, TYH 7 2k
fa oy AR g, S5E B TAIMAHLL, 1SR/ NERBRT
2 0 2.7 B 1) 43 S 9t e B (glutaminase, GLS)HIS
R i A B (glutamate dehydrogenase, GDH) & 142, 43
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M T Z2GLSHEM KA AR, (EdEA b
Jik(glutathione, GSH)IIA R, 72 BEI% A 2 B Mt &
F#(glutamate dehydrogenase, GDH)¥1t. Na-KG, MIfi
HEN =R R (tricarboxylic acid, TCA)EIF A4l fu it it
RER. TEBYNMT, B2 BhRe b /E AR IE VBN FE £
BEEP HA A I I B AR BUCR S B i Y
UDP-Galff) Al I R IE A 2, 200 #6140 R, HAR
AAfi(natural killer, NK)4H i Slc7a5H1Slc3a2ft)&IA T+
Te, AT 3R 2 U A W R 2 S It e 29, (L
i ZENK AU 1 Bo 22 2h BE Hh IR FH IS i n. B
T 27 P40 0 25 400820 BT 40 PR 140 484 5 R0 400 B A £ 7
AP RA B S 5T R, 75 AR/
CD4" TZHH R, BRI FHIHITh1 4 i o1k, (2t
Foxp3™ TregMi 143 1L, T AN I R B vl i
AETANMEIG I, (EHEThI BENE, 0 Th2 5 B
28],

Slcla5. Slc6al4/Slc6al9(BOAT1). Slc38al
(SNAT1). Slc38a2(SNAT2). Slc38a4(SNAT4).
Slc38a3(SNAT3)F1S1c38a5(SNATS) &4 8 it 4 3 iR 15 15
AN SHABNEH s, BT HISIc7as A
W 23 R A ) B OB F A Th . Th1 7R 40 i # PE T4
Jfd(cytotoxic T cell, CTL)J 534k, Sle7a5/i 3143 2k
Jiz % B i T - My c Ui 28 38 S T4H g (effector T cell,
TefO) I HAE™). Slclasih 2 T A 23 2 Bk i 35 B At
A, RN X ALY R I (mammalian target of
rapamycin, mTOR)FI T JE 52 14(T cell receptor, TCR)
(B0 3245, ThIAITh1 743 04% BT R 7R 5 T
AN A A B BeSle a5 B e 0 TR B OS2, 408 /N B
(6~7 )& #%)SlclaSH R A M PR NE T4 M . naive CD4"
T4 Finaive CD8" TANMRIMIEE; (HTES~6H 1T,
SlclasHh 2 FHUNF.CD4™ T4 it i) % B A0 E A5 B ARG,
CD44°CD62L" naive CD4" T ) 2 3 FEAREY.
PAEWFREE SRR, SlelaSTE4ERFER /N AN VIUAT
YRR TP L BE 1R, BT B8RS A0 L A s
B AN RAA T R, a4 R LPS /&
IZNPIAE A, Sle38a241 M R4 g (dendritic  cell,
DCs) A @Btz 13 ia il R 732 A Cxerd R X,
EEDCs TR, 78RR A, DCsilIt % ia &
F1Sle38a2 Al R 4l il 5 4+ 23 S ki, 3@ ik O SR8 v
Z (folliculin, FLCN)# 5 DCs#i J5 S # U6, /£ #CD8”
T4 i 4 184 R B e g A R TR - RO R0 P2, fE AR 2%

TR, BRBRT T B 7S £ EE, HA2Nt
Jlie T e HE BN A A AL A I A . 45 Ik i 5 18 A
SlclaSFIA A B R4 B (glutaminase, GLS)AI#IH], &
PB4 M IgG AT IgM f = AR 133

g LATR, BRI, BB RGE S AR Yo
KGE #EFAOR AL & [ 2 Z B AL 1816 {2 8E BV 41 s M2
WAk, AHFHME W4t i H (9 D) BeAT /A AE G+ ET4H
ABZNfH, SRR T NTCATER NI ThRE, 2
BETH RS AL ATBABRPTAR I7 AE. BE B LI Fe-
Myc. mTORMTCREE £ MG S i T Dy he LA
K ThIFITh17H)4534k. Sle38a2 /SIS R Bk L s/
W SRAM R E R R PR 2B TR KI5 R HE
EH.

22 y-RBETR

GABAH AR IR WAL R S A RY, %55 25
AN S STCATEA B TY. IR Bl i e R
IEGABARIZHARGAT2(Slc6al3)FIGAT4(Slc6al2),
EAEMIARAL I Slc6al 3L FFAK. Slc6al2 ik i,
[FJ BN S Y GABA 75 i 42 35 AR Y. SMEVR IIGABARY
M1 IG5 40 i FRITL- 1B 23 O S5 35 S m B, (ELAE W 4
RN B, GABAR] 8 o 4 55 B9 3 R - 25 2 AR NgEng —
I R - B AR S 25 H J AL B 1 (lysine-specific  de-
methylase 1, LSD1){& 518 &, 187740 M T e gk A+
(Bcl-2-like protein, Bel211 1)1 XU 574 % R g (dual-
specificity phosphatase, Dusp2)HJ2H & H 2= 4k, Ik
/DNOD-FE52 /A% FI3(NOD  like receptor protein 3,
NLRP3)-J# T2 #H S BE £ 2% [ (apoptosis-associated
speck-like protein containing a CARD, ASC)--t &R
KA G BR B -1 (cysteinyl aspartate specific protei-
nase, Caspase-1)E G ATE AL, MIHIHIMI E W40 i
IL-1BH i) Al GABA TR HE 5% 40 0k
Yo EWEANMCY. Slebal3 ik S ARt E WA i M T 3
RS AR R, AU BH BT TNLRP3/ASC/Caspase-1 2 &
RBITE R, T HE i H A PR S R KID3 B &
15, H5E T A LR fL(oxidative phosphorylation, OX-
PHOS)MH R EE K RIA, T dIM 1 E W40 fIL-18
(1 A 2 Y.

Th174%3% 41 Fnaive TAHLH LA GABAFIAR i
FHEAATE RS Z 5, Th1740MMGABA S AR
P EIRFIGABA) & 2 & B A", MHGABAR S
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WAIRGAT2(SIc6al 3) KB B E 1w, i Ewmr
IHIT VA GABAM A4, /- FmTORC1-SKIEEF(S6 ki-
nase, S6K )& S 1E T Th17% 5% 4 Mo HEIL-17 /7
AR TR AT ik Slc6al . Sle6al3 F1SIc6al2
ZFGABARLIZHAALT. Sle6al (IR A 50 /N B A
ETANM A AR ZSP), (H AR TN A 5 10 S B2,
AT & -y(Interferon-y, IFN-y). R IER F-a
(tumour necrosis factor-alpha, TNF-a). IL-6. IL-23.
IL-17HIL-125 JORER IR 1 IR, SEUNRER )
RAETIGME E G R a4 0. Slc6al 3B KT
4i R & AN T AR AN K, (E AT i s
GABA-mTOR{E 5 il B ZETh1 741 g 4> (L A Th 1748
Ji S BT Sle6al 3t 2 5 B M 1) 434k A AE R R 4%,
Slc6al3 k2 8t BE GABA-mTORCE 51 R4 K
HUD BI04k, INRITgA B 95 B AR,

DL RSB, GABAW{E#E itk N E
g i, 78 Eg 4 i A B, GABA ] @ik 4H 85 11 2%
FR LA FNAIM T B W BIL- 1B 20k ; GABA RS iz 344
Sle6al3 [k 2 2 M1 E g 20 B (2 28 i B R 7 1 &
R4, FETZRMIT, GABATRTEHETh1 740 it 528
& {HIEGABA#LIZ 3 /ASIc6al /13RI /INR AR, T4H
i G N A o, X RS — B g R TR & T
GABAE A ZAIZHMk, ARG K 128 84 1)
IR ACEL 58, Slc6al3 B ARt T £ K s
B4 1) 44K,

2.3 FEAER

R 2 R AU F 25K 2 BRI (arginase, ARG)
&%, —HSMNWEEBE(inducible NO synthase, iNOS)I&
By WMIRIEA AN T R 2 iz, M= A
AR S E RS B AR A R IE 2 —, M1 8P
W0 N INOSTE T, RS & MR AL ANOHIHI TCATE
IFIOXPHOS; #H/x, FEM2EIE VAN, R
IR EFARG AR B 7 i o 2R, (kb 28 40 M K]
TR, MIRIM2 R 4 i P AR A B T FH B 1
RILMR 4% 18 5 A (cationic amino acid transporter 2,
CAT2)(Slc7a2) U &R, 1 i 24 B M4 i id i
Sle7a6+ Sle7a7 RS AU &R, SleTa2ff) ik T34
E R A [ M2 38 AR A, MTLAA XS 98 SE P i s 1Y) 2 Jeet
Th, b 2 S e ) 5 SRk BRI 4. 2 0 AT T K
GeJn, DCsHIRARRFIZ #ASIcTal MSlcTa2 Tt i, Hf

254

RIRINOSAR i A 1E5R, HiZR R 5 DCsHITE T
FAEM FE RRESAE S, DCsERWR T4 un, &1
WSlc7a5MISlc7al 1 (1) F21k LA M ZR1EFH, IR 1n
M A1 5 B0 254, DCsti AT s8R k&
BR A R AR, E7E 4 FIDCsH, microRNA-15591
BRArg2[ 3%, HiZd FE = DCs S TS 31155 v
FAETA R RS R, BRI T AR SR AT A
MIABREEIR, MITTHIHICDS” TN A4 5, HI55T4H
P LI 98T G2 T R,

Fr BSOS CDST T I (S & IR i s # 1A
Slc7a33K A5 i, {HSlc7a3 ik F N 52 TN AL KR &
PRI . AIRRIRE . LA EERY, XArRe e T
Slc7al MSlc7a2 LA SRE R R TR L. B AR, FE
TR i = a8 Ik W0 — M T 4% P& 2R 1 I 2 (general
controlled non-repressed kinase 2, GCN2) AT}
TCRE &I CD3CE A I 2k 5 5 T 4H o J& 19 BH v,
I T MR A A B PR TR AR, R R
HTHHECD25FCD69RIA T, mRNABIFINRESZ
15, AT A0 T 18 B AT -2 f 7 A B2 S S A
FEAE MR R S E A Ay, CD8” T4 AT i
I B RS R AR R AR TE PR, E3ECD8” Tm4H i
REP, HEECDS" TAIMA S HIPUHRTE TR, X it
Tt 9035 B R SRR AE TN M )36 58 3 LA T e
BOREE, SRMYTAHRBUSE, MRS EERINOS L
W, NOM &R, M SpS3HEMCDISE T B4 iy
P, AZMUEI AN T A — il FR PR LAY,
B BRI AR B, RS R R B = S0 ) REB A L 1
KB, BARRIME S B B ECR, F0HIHE
IgA PP S I 7o R I, AR\ SRR R
FUKE S IR R R OEMTORC L, M B4 7=
AP R A FE RS R R AT (R ECDS6" NKAH AR A4 i
FREAGEPE, HHLH] L E T INOSIR & E 7= A INO
fEHEEEAH M FIDNARE F VR, RS 2 R ik = 2 PR
NKZH A (386 5, I TFN-y [ 53 A0 78),

R AT B VAN AR AL ) B B AR bR, TEMILAT
M2 E WA, RS 2R 73 0l B A INOS FTARGAR U
NOMI S, R 1 4% EWE AN Th g, 76 98 5 o MR 3k
WG, DCYH AR ] 3 AR B RS 2R 1A [ AR g
12, JA BTN M B0 TAH M bR e Thie. K
FR A B S R R #ECDST Tmifl R &, W omLyuih
JTETE, R R R Z WA S 40 IR A FImRN AR
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SFETHH SIS AT RESZ 1. ILAh, FE 2R thAE R
B LA 5 I Lh BE MR RS R E TR

24 MR

OEREARN FEAE RIRER . 5-F kA
WEAR B3R 4, WA i 3 2 e A R 450
i R SR AR SRR A L ) €7 B R A it R Tk s | W e 2, 3-
XU hn% B (indoleamine 2,3-dioxygenase, IDO)F]FRIE T
S ETreg 4 A A /3 AL ARG G2 Th e o 11 5515,
TESRE SR, HIF-lo@id FiREER. B 2B
it 2R 1) %% 12 B ARk STe 3 6ad Fl 0 R 43 A 1 PR 1 1
IDO1 A 4 RENK YT M 2E B AR N, (iR T e 3k
B 20 B IML R A, F R R R R 2 IR A e AR 3
BARWIMAE NTT I8 Z R (aryl  hydrocarbon receptor,
AOR)[F N7, T I NF-«BA5 5 10 E W40 i M1
WA 162651 15| -3 - 7L (indole-3-lactic acid, TLA)("|WE
AU AR A ) i o F ) B 4B i G R~ CCL2/7
(7= AE, F (e 4 E M A T A1) HB e R (R R
5-F2 i AR AR ) vT o I R 2R R 2 ARMT - e i 1
B R & B I (glycogen synthase kinase 3, GSK3)p-
PR LA F(heat shock factor, Hsf)1%M, #1151 W41 fa
T & W5 B F-7(interferon regulatory factor, IRF-7)
R IAFIL- 1A AT, (R IR FIZF S EDCs £ ] 4
PET 2R A, RIS M S A S BR R IR R
¥)(immunoglobulin-like transcript 2, ILT2), ILT3#1
ILT4, % S T4HMI [ Foxp3 TregZi i 434k, #iB 22 =180
5| W 74 i % (indole-3-propionic acid, TPA)IPA M B
{RIEDCs [l i 52 XA AT EE R, (R
R IR BIRACU B AU ) A 2 DCs (1) 28 B FI 9 5
Sishe A0,

75 R AR 2 O E RACU I 2 A, il 47
T 2E R 32 AR A G AL L 32 AR -yt(retinoic  acid recep-
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Figure 1 Mechanisms associated with metabolic pathways whereby amino acids influence macrophage and T cell fate. a-KG, a-Ketoglutaric acid,
Arg, arginine; ARG, arginase; Asp, aspartate; BCAA, branched chain amino acid; BCAT, BCAA transaminase; Gln, glutamine; GLUT, glucose
transporter; iNOS, inducible NO synthase; Met, methionine; NO, nitric oxide; OXPHOS, oxidative phosphorylation; Phe, phenylalanine; Ser, serine;

TCA, tricarboxylic acid; —, promote; - , inhibit
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Figure 2 Mechanisms associated with signaling pathways whereby amino acids influence macrophage and T cell fate. AhR, aryl hydrocarbon
receptor; AMPK, adenosine 5’-monophosphate(AMP)-activated protein kinase; ASC, apoptosis-associated speck-like protein containing a CARD;
Bcl2111, bel-2-like protein 11; GSDMD, Gasdermin D; Caspasel, cysteinyl aspartate specific proteinase; Dusp2, dual-specificity phosphatase; GABA,
y-aminobutyric acid; GCN2, general controlled non-repressed kinase 2; GLS, glutaminase; Glu, glutamate; GSH, glutathione; GSK3, glycogen
synthase kinase; Foxp3, forkhead transcription factor; HIF-1-a, hypoxia-inducible factor lo; Hsfl, heat shock factor; I3A, indole-3-acetaldehyde;
IKK, ikappaB kinase; IRF-4, interferon regulatory factor-4; LCK, lymphocyte Cell-Specific Protein-Tyrosine Kinase; Mel, melatonin; MT1, melatonin
receptor 1; mTOR, mammalian target of rapamycin; NAD", nicotinamide adenine dinucleotide; NADH, nicotinamide adenine dinucleotide reduced;
NF-«B, nuclear factor kappa-B; NLRP3, NOD like receptor protein 3; NRF2, nuclear respiratory factor 2; PHD, prolyl hydroxylase domain; PHGDH,
phosphoglycerate dehydrogenase; RORyt, retinoic acid receptor-related orphan receptor-yt; ROS, reactive oxygen species; S6K1, S6 kinase; SIRT],
silent information regulator 1; —, promote; 4 , inhibit
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Figure 3 Mechanisms associated with epigenetic modifications whereby amino acids influence macrophage and T cell fate. DNMT3A, DNA
methyltransferase 3A; FAD, flavin adenine dinucleotide; IGF1, insulin-like growth factor; Jmid3, Jumonji domain-containing; LSD1, Lysine-specific
demethylase 1; MTA, 5-methylthioadenosine; PD-1, programmed death receptor 1; SAM, S-Adenosyl methionine; STATS, signal transducer and
activator of transcription-5; TLR-4, Toll-like receptors-4; —, promote; | , inhibit
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Amino acids in fate decision of porcine immune cells
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Amino acids play a key role in the proliferation, development, and immune response of immune cells. This review summarizes the
effects of amino acids on intestinal immune function of piglets, and the mechanism of glutamine, y-aminobutyric acid, arginine and
tryptophan in regulating immune cell fate by remodeling cellular metabolism, activation of signal pathways and epigenetic
modification. This study provides a theoretical basis for improving the intestinal immune function of piglets through nutritional
strategy.
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