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it X MARIT A M B e — BT KA Lok, iR
N R R A R SRR ERE AT Y H
Tz K ALE v R B, BB BiR T R E 2
BOHOME TR I . PUBRYIRT MR indT ., B
e R I7 R R A . S AR SR B OE R IR S HRIR YT
FIE 38 0 e 3 0E A8 A 5 2R DL S N TS AL AR GE R
B, JCHZPEA A & B (glutamine, GIn) AR}
J, GIndE R AERN &+ & WliF s 2 5 m, ™
R S EHUA R BCRE T, GIn7EAR AR & 4=

WBFEUE, AR Gln 975 K 5 BT A0, Gln g
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g Ca-ketoglutaric acid, oKG) A 4 A R, dkzt

5 & 44, A B KA WRE (glutamine
synthetase, GS) ER N £ i — & B8 & A G (1) =

541 Glne Gln 53 il /2 FCHE 40 M N J5 78 A 2 I
W fiff (glutaminase, GLS) fEfb FH#1b & &2,
A AR AL AT AR i %M B A AL T 77 A oKG
W2 53 = RMIGH (tricarboxylic acid cycle,
TCA cycle) 4L R TCATEHAC Y, iK%
PETF AR T s B 55 iR . AR
FEAH O T 19 HE AL T 5 B RE 6% 3 5 HILAA fo 2 KBt A
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HUEHUA G B GIn iy EZ&HE 7, (R
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B P GlnsK SRR, — e Fe B2 R B Al 6% B R
WK — BT m . AR S B, Wik sy
R A By B GY W IE X Gln B ¥4 45 B8 58 T 35
8~10%, AT LAHE I e 25 A 9 72 b T E 2 T8 #E GIn
MEESEZ—; RIEREST, REREHAN
M GHRE A0, Bl W2 Gin i) 2 H 48
H WL MTRVE M, M E & A IR TR 2% R A
GInfUl B & 8%, & B H Gln i sh 2 U] .25l
If H Gln 76 i B 5E W1 (6] S8 FE =2 KT & a1,
PLIA A B 095 B TE TR R AR 75 2, A Gln
MRS AR, B A A R
I B B A AD SR B Y B2 5 A
53 i Gln 1) il N2 AH DG #e iz 45 I K A Gln
Ko AR AT SY O KW, NS Gln 7E 0
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2.1 BB AR M IO I 2 e A R UL
JERIEZ —, FERIAIEE RAE T, RS
BN AR, B K T 5 T R 2 7 S i B
KE Y TS, RGO AT Y LR R T g &
BLo(Rhags . EREIEFE N T EMKEESME
W0 BERRAE TR R BEAE A ot AR, ML
ORISR RS L IR H BT, BOE A  AE
0B K BB T R, R R RS T
MU IE B AR ANRXT 1 5 R A BURPERE IR, R
By FARHUFR L v e -

Whoe ' Won, Gln RS 4%l B, WD e E
i A8 356 AR TR A R AT oK o Gln W] L R 8 i 19
LB -3-3% i (phosphatidylinositol-3-kinase, PI3K)
F3-Wh B2 WL BE AR M MR 2R 1 BB 1 (3-phosphate
inositol dependent protein kinase-1, PDKI1) [y %
ik, WEINE BB (protein kinase B, AKT) #l
HH ¥ H C (protein kinase C, PKC) W R 1L ,
bR Al R B & A A OWE iz B 4 (glucose
transporter 4, GLUT4) KGN GLUT4&EH (M-
GLUT4 4y £ 5, M @& 8 I & W8
fi (glycogen synthase kinase, GSK) gk ifij &
PERRMAEVE V. PISKFE RS S5 S M iy
TN TR AKT, 3@ o #O% PISK A F 9
AKT % # B2 1t . PI3K/AKT #& 42 fil & 34 1
GLUT4 Wik, MmimE GLUTA 76 & 8 L rh (1%
oy S R T T B S O G A M L T OB A,
FE R R A RS T R AR E T A RS
WIR, Gl A FH 2858 0 GE 6% Bl 2D — i i £ R A5 -5 10
il 30757 42 5 1 GRBLO 1Y 3R 3K 11 P AT JBR 15 2% 19 L
I3 A iz B R S B4R A Gindd if GLS ¥ Gln %4k
PR N I 5 MR PURAE AN 8 N R e R
B4R Gln X5 - W AR HEFE T . B2 GInE
BEAE B AT DL SE o 300% PISK/AKT/GLUTA {5 5 38
% R A E B, R GRBLO 33k, 1A 5 4l
JL PN AT B 515 5 4% T axX JL AR BIL I ke e TR 2 2R K
o, A R I DL b A R R B SO R
B F R0 IA B = 7E 52 55 FIE IR H B Sk
2.2 UCGERRR MedEAE 2 3 B0 B AR ] R
. TEMCEERE MM, FZIRRSPHERT, K
W % JE IR & (high density lipoprotein, HDIL)
AR AR 2806 . 5 M5 5 200y T A AR s R
R T 2R HOE RO OM LL MR E R A
HDL KF 8 AK . HDLAR/K V7] & £ 2% B 2 he b

fig o MR 5E LA K HE K TCU A B I H] . 38 Jn o 58 3%
ik AE B A BE S 7 d 9 HDL 7K 7 & 35 B HDL
AIREA B FRRAE L M 2N Y 4 e B E AR E IR N
A A T R Y, b HDL 4t ik
BT 48 36 Pk 3 2 HDL (9 45 b 1 ik i S Ak 9
fiff (glutathione peroxidase, GPx) #l X} & % i
1 (paraoxonase-1, PON-1) . PON-1 H A7 7
F HDL, 4 By F B 1k LDL Fl i 5 i 44k 9 1 F2
R GPx LA GSH 4 IR J5Uws Floid S 1, 7= A
(4240 B GSH iz S iy (1 2270, bl A 5 1
b S A U R TS T 1 R SR A W, DT 4 AL
R EALRE T . Gln CBEUEW] AT LA & GPx 6 £,
{H PON-1 {7 P AL B 03 BR A (A eh gm0

e Wiz gtk 2 IR B A L M E k2, GInS
5509 TCA G P 2 W5 % A AR 107 1R B 4 Ak =2 18] 19
B, MR ATP I EE R R, BRI
Z( B (succinate dehydrogenase, SDH) £ 7 F H
B SRR N TR, e — Rl I 2 5 TCA g 2R
R F {4 3 A W, 42 755 SDH 5 1 T RUfn i TCA
TE, SRIGHIIMATP, BEHERTAE A AL 1 Cacyl-
coenzyme A oxidase 1, ACOX1) /2 g B X i #Y
OGBS R T SORL R R i 4 AL W A v s D
1% B4R Al i R A2 HE g o3 A . AT BIFSE B8 Gln
KERFERM., RAAMRE FR S 7 SDH
ACOX1 mRNA BYFIE o 5 A N 2 7K - 19 40 25 5
U7 1R 51 R AL AR A A, R R TS A
filf Cadensosine activated protein kinase, AMPK) -
Z T BT M A R 4k T Cacetyl CoA carboxylase,
ACC) B BTG AT 4 o Hh J5 2 207 25 g 17 1R 1 464k
A ) 2H 2R RE R ARG, e di R DT R R &
R, BRI E S 2R . LKB1J2 AMPK HY
B BRSO T, e AT AT DA ] 4 B A AR
W, LR R GE R W 5 R AN i P BE R K s
AMPK it 1 38 0530 ACC B R ALK F- THs, M
173 06 W R & s /b . whgE Y R, GIn A
BIR . KA R T[] $i2 v B 5 A7 4 AT UE b LKB1
HP-ACC BAHX # H K.

IR Gln PRGBS 574X 355 5 DALY 6 35 19 52 el LA
Ko Gln 2535 Ji B AE 58 25 1 N i 52 AR 35 08 oK 15 3] 56
e, HLL RS R IR, Glndl i % HDL 4t & {k
AE 1 1 4k 15 S8 Ak i S5 5 1 B9 v, LA R ] e
il i s AMPK-ACC #8795 SDH., ACOX1 /9 1%
23 %F i 2 4 S8 R BT A8 O 1B i v TE R
S o
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MR, W R I BB R B B, RIE R
W PR AWM Z A E B, WD IR B8
o RERAE, PRCEMKEEE A A NS . Gln
M RAH RN EFR R, Ginn] DLE 3 E 1
20 i M2 B Ak DL R 7 22 2% 53 % e TR 4% 400
PR 7 1) 28 75 R4 B S W

2.83.1 GhnfedtF g M2 e B mE4n i M2
e b B B BIK By Ik 15 A 09 BT AR S, ok AR R A
ik ft C(oxidative phosphorylation, OXPHOS) #E#%
W AR M2 B A B BE R W oK . Gln 2R
OXPHOS 42 (- #0FH 19 3 2R I, Gln B4 i I 45
R, SRIG R «KG BRI A 2, Gln A9IK
GACH 7 W) o KG 3 2k 3 B8 A 08 i AL ] BRI 40
232 I WE b 4& i B STRTS 76 TN R iR i &0 Elo T
PN b IR M SR R AL GE T, NS TN B R
J UM M, DT 4E R M2 R Ak B W B 5 B
OXPHOS i #, S ZAL#E 1 B W40 Ml M2 % b imi
A E 5 i 0 4 280 R O T A B R RE

2.8.2  GIn 55 5 il g e R ALY 5% R
F kB (nuclear factor kappa-B, NF-kB) # % {¢ i
2 AH G 5 PR R A I A0 Bt IR - py Ak, B R 7R Al
Mo Bt 5 % W B i fl &£ (NF-kappa-B
inhibitor, IkB) 454, WY 425 5 20 IkB B R
AL RN i, WO NF B B B 5k 3Rh E2E1
22 34 535 AL B 1 BB (mitogen-acticated protein
MAPK) # p38 % %L i if 1k B 1 ¥
fiti  (p38 MAPK) , 4 i 4 {5 % W 5 %
fitf Cextracellular signal regulated kinase, ERK) ,
VL K C-jun & 36 K ol 75 H # B (C-jun N-terminal
protein kinases, JNKs), MAPK # iR (MKP-1)
A DU = A 32 2 0 MAPK 2 B 52 Ak 1 B (- 42 2 20
R i =k BFgE Y BoR GIn AR A AT BB A+
Pt NF-«B #l p38/ERK MAPK il # 115 55 5, 4
5% MKP-1 2 15 B AR A 2 40 B PR 1 26 38 Fn 4 B 4
Kt o JLT-AEAE T 0 A 4 M v i e i RS R R R A
B1 Chighmobilitygroupbox-1, HMGB-1), 7 ik
i H A T e T A R AR PR, i HL R
S A A] R M R RE T 4 B R OAE 1Y i A
B HMGB-L i i 5 e 1) bl 2 fk & 7= 1) %
& (the receptor of advanced glycation endproducts,
RAGE) #lI Toll # % {&k (Toll-like receptors,
TLR) A HAE FWOE 40 M55 . X2k S 5
FE O3 A ) 90 500y 2 1 88 MK %, BEAE o3 AW )
B 1 88 JE K £ 4 TLR Fl RAGE 1y .t 4% 3k 26
F, HAEZ R T Wi 2 | p e En, &

kinase,

Z W00 NF-kB il % o Kk, Glnts m] DLF 4
HMGB-1 4 5 1 18 % ok 98 55 4 2 40 g 5 5 F £k
BT I5, IR M FE AE /Y 42 B RE SR
2.4 R BEBEIIAE T bR R R BIR 51 R 8
YN EER AL, WA LU0 IR A A
f, RIS E WA . S E e
fig B 2, N TR b ok o 1 2 5 B AT LA 43
N EBRBE . BRI RO W R R R AIL B B
WF5E Gln Xof e 5 AE F8 37 7 6 A ] 288 24 e Bk )t 47
Pl B2

2.4.1 PRA AR bR Ak o B R SCPR 205 B
HIZE R TH AL A B ) 4Ll . T b R i
FAAE R R MOR AN, T Z IR R
T B L R S 1o o 5 s 11 5 — S By £k
B PR D BT Y Gln S AR IR 40 A B
RE& W) o, B Al DIAR E RIS 0, IR RS AE
T W R A o BUBR R 1 2 (pre gradient
protein 2, AGR2) ZZi&H 12 (mucin 2, MUC2)
B RV i 4 SC BB . A7 BT 5 IR B Glnod 3 40 ) fie
BEAE T E A AL DL, 955 T AGR2 89 S-43 Bt H
KAk, M EE I T AGR2 B 36 P 5 38 TR A G A
I (nicotinamide adenine dinucleotide phosphate,
NADPH) 2 4 i A1 45 AGR2 1% ¥ (¥ &5 4 F
Gln i 38 oF C OB e 7k 172 39 5% 6-W IR A 4 1l i &
fiif (6-phosphate glucose dehydrogenase, G6PD)
(B B AL, R i G6PD [A] B = B KB BT ik 1k
NADPH & B, 31 AGR2 (7%t i [ 98 AGR2
X MUC2 i (8 B9 i T AHE A, 4 2F s MUC2 /9
A, iR RO R Y B, Glnl i B R
G6PD Bl 3 Ak R il AGR2 S-4% bk H ik Ak M 1 £ 47
o A2 e B

2.4.2 LRAIHLIGERE  HUARRE B b B R i Y PR
J2 bR AN M 2H R, R B B B A O R R, AT
DLAT R0 BEL 45 95 ot T A A2 A, R B I 2 B W |
B A0 LA O T, HG U T B T AR S R 2 3 i A
Jt B IR 0 B A AL & AR B T
[ (4-hydroxynonenal, 4-HNE) 7] % 5 40 Jit 1 4
F WG ORI T, A-HINE (9 3 B0 1F A B & 45
o HBK 1 980 N 2 5 A-HNE 43 fife A 355 9 5 ]
() ST o Gln 3% % 4-HNE % 5 89 4% bE H K FE 38
PRI aHe a7 S8k IO 8035 5 1) i 00 40 g T
A WEgE P BR, #K 5E B 11 70heat shock protein
70, Hsp70) B3R KX M 5 AE 175 3 19 K BUA R4 1E
P o THRBEIE U5 S 19 Wk e G 0 45 A P O A AR
X o7 kA

(pathogen-associated molecular
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PAMPs) 5 # i1 5] % {k  (pattern
recognition receptors, PRRs) Z5& a8, X—idfE
W R UE LC3- 1 i LC3-11 B S5 s i [ s . 5
I [ I, Hsp70 19 3k 36 35 23 38 3 0 ] beclin-1 1
LC3-11 /Y 3k Rl 7 ma, DT 400 ) e 35 0 15 =2
A A T, GInARAT AT g & b8 Hsp70 ik M
7T U3 2 e B RE SR W B A MR T, PR RS RS
s R E Y Glndd i i S Hsp70 #4358 FiH
T A IO H R AE OC Y A I D R 2 oA U 5 1 4 i O
T R 4 i BB 5 04 4 P 3 75 7E e 75 0 A A rh
HE— BB

2.4.3 MR EERE B LKA MKE W
8 Cintestinal epithelial lymphocyte, IEL) 7& & }%
J2 B R i L R TE RN R S R bR A T A
YEHT, TEL R 25 09 B IR 5 I 3 i 45 48 i M s 1)
A O . BT T Ik B 4 AR A O 4 i 2% i
FIR Y SR AR Z AR SRR [E] 7] 43 Ry 2 A W HE
TCRoB W # 1 TCRyd W # . IEL f1 CD8 T 4
fil CT k40 A — AR A9 3N BELL A : K
25 50% (¥ IEL %6 35 TCRyS. CDS8aa L3521k, %
50% #ik TCRap, TCRap Al H #5332 1A () CDSop
5 CD8aa JE 2 1 28 35 9 40 S AH 55 1938 43 Y. Gln
B 1E CD8aa (+) TCReB (+) IEL M40 T,
JEF I CD8aa (+) TCRaB (+) IEL Fik M RIE
I B . Cha, H4M M/ & (interleukin, IL) -2,
IL-15F1 T4t & y Cinterferon-y, IFN-y), X[ g4
WS TR BE AT TR ARAE RN, DN T USR5
(7= R B Y T 40 R T 40 e B 5%~
1096, Ho7E 3 5 2% 17 4n 18 Mo 18 R A B 1 b R
Ht S . A PFSEUE I Gln AT B 1k O T 40 il 94
20 U 8T 40 M 263k 1 RAE A i, A0 46 1L-17,
TNF-«, IL-17, IL-18, IL-19, MIIFN-y%5, %
it ] Gln I Jigg 16 R GE A ™5 . Gln AJ Bj 1k TEL 5%
PRI TEN -y 39 J0F0 TL-10 63K T [, DT 2035 Bk 57
KEVE S i e E AR E Y Ginid it b
P IR Z AR IL-22 Rk R 47 IEL fa s, oot
e T RE B B TE AR . Gln RERCGE RAEH#, BH
E M F bk 2 20 B A 1 R T 44 TEL AR s, DA
DA 1 e P2 i B

2.4.4 RIBCEYBERE JE G Y B i E
PR BE SR R R, IE R T AR W T R
AN P R, TR BE E 75 5 W 3 AR W R
7 1 38 1 A= 0 HF SCRT 3K 3 ik B AE 1 7 RN,
TE R AR 4 2H B R ) B B A AT AR 2 M A AH DG B A
BRI, T R L R E P AT A B 1

pattern,

AR ™ EEIRIT PP R LA
A LR B B0 A 2R R RE S BUP AR B AR G
M B 15 (antibiotic-associated diarrhea, AAD) Ifij
IR E B EEL . 5T R, TR R
B T mEMAEY W TR ARk E, 3
by i 200 0 B AR ZEAE T IR ER B =, 340 Gln
AAC L F R PR kg i, W] Gln BB 23 K 38 T
HEA R IR B 18 F B RE R, AR R Gln d it
TARYE . Gln BEREARAL 1 3h Wy 1) J5E BE T 1] 5 DU 1
VR LG, 10 A5 A 2l 4 HUUAT TR D RN I TR T Y
Jon 18 A G Sl R W R, O L AT R S 0T NF kB Al
PISK-Aktid B, 8 /b 18 240 T 19 b K 9 Al 55040 i
i fizs T 1 85 B R B Lk A0 T B 6L, 15 g v b4
P EBRE H A (immunoglobulin A, SIgA) Flfg
BEBRE A A" (immunoglobulin A", IgA") 4=
A B BL IS e G2 P AE L Gl k] i T8 ARCAE ) % R
AR FHALEZ T A, (H B §TH AR A Gln B EH]
¥ 5 i W T T AR 0 o R ) A DG SR

2.5 IR R R AE B e TE
MHRDRES T  J A BT AR 5L A 5 A SR e i
o R 1/4 WM IE B 72 20 J5 10 4 d
PN R RE KR AE T, A 3/4 M M 0E 88 Th 2947 2/
3 AE XS G P O B AW R VE L R IEFR N 6526
X A G g T A AR G R L A M B e 2D
R B B P 20 i T BB K R AT AR R R A OG M  R
RETHESHPRREED . WIEBRFIEETZ &K
1 (programmed cell death protein-1, PD-1) K fig f&
27 Mk 90 BE TS Bl R 1 (programmed cell death
ligand 1, PD-LL) S4iMfipyJH T UIAC, #4550 T
WA ff AL dE Than DL SRk T 4 i) ik
i S ECHRAE AR BERS, Gln W] LA i E i Hsp90
A Th 520 2R i K 84 PD-1/PD-L1 3k g 3 ik 7
SiE 1 [B1] ) B 8 4 7)o

2.5.1 GIn 98 Hsp90 I 24 (4 bk I 40 At 96 1~ v
BEA AT 1 U B AE 77 A 09 ok B2 A RE S L, A
A7 o B, o B A% Ik O 20 A O 1 25 a2 Xof
PO S AR S S B A o TE ORI ™ LG RS LT
4 i 98 T 5 R Y oA R A T e RE R 8 Uk O A N Y
P2 i NI 2 s o QR | I A S &
fiti Casepase-3 [ TG 23 15 AN M T2, B4 bk EL 45
a0 B B JH T o Glnol Rk bR Hsp90 # 3k, BT
Casepase-3 &, Mgk M EE AT, 7
Uy B 20 M AT DL AR b T 45 v 2 0ok 470 i R 8 R B A
Jo o, oAk I A, B G G bk LR I A BRI
¥, EE TARME TAK ., KF . ATF
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FEAE PR SR A I e BR AR 1, W RE T 40 i
oW, FEZ EIBUR RIS . Ak B A . B dk
Shr ST AR R T 6 BT R Y BB S 5 55 R ik 4N i
KPR R E R, s iae. Ik, Gln
AJRE 23 38 o 1Y 0 e 7 E AR G Hsp90 i %3k, FRAK
Casepase-3 [ 1 P4 DA T sk 20> ik L 2% B A0 26 94k 12 41
ML T, B SR ALK ) s o

2.5.2 GInid75 Th W KM  Th kb K &
W B A 40 1] ¢ A= 0 S e A At . T I O A0 AT S 2
fiE 7 BE 43 9 & Thl F1 Th2, Thl 248 M 5= 4= 1L-2 Al
IFN-y, o 5 5 40 i A 5 09 G0 95 ok 35 Bl HCAE 95 5
A T Th2 40 B 0] 7 A4 TL-4 A1 TL-10, 3 4 38 58 44
TR G 25 0 8 B R 6T PR L A g ) o MR E A Th2
90 R F KT, vl AR ELEE S AR T Thl
B RE RN, A PA Th2 2N R 3 G %, X I 4
LA 5 G SE B B A . BFIE R IL-6 5 IL4 1
FEA N Th2 B /e b S IE A DG . FEMEEEAE W H] , Gln
AL TL-6 % 7= A, [ s o /0 9 B4 40 i P T4 JF
HATE KL AN N TR IFN-y ik, U W 78 Bk S0
W8] GIn o] DUKE 3 B2 Th2 5558 21 5% A8 b 07 S £y
() Thl/Th2 Gpe R 5 e #30E 5B RN &3k
IEN-y Fl 33k IL-17 59 CD4 " 40 Jfl & 2% 7+ &, Thl/
Th17 ) % Ak 76 Ik 22 5 h B3, Gln B I Thl A
Th17 Eor b, BRAK 4 5 e & 1L-6 W, Wb it
JERAE, JF AR TV 1) Th R

2.5.3 Gln#+ PD-1/PD-LL1 PD-1 } PD-L17¢
P EREN AP REEEEN . PD-17EY PD-
L1254 )5, WREEAE /N BUA 76 40 i 08 7 #& rp i (1
20 i A% 3 A A5 S RS, B A SR T W
il T ARG f . B IL-10 9 2B B, v L30T 40
iDL Rl W AR N T Al 2 11 S R R U RN
T % B 988 22 0 3 WP 3 o MR HE A 1 ) GIn B AIR T 48
JfL AT B 40 M () PD-1 J L AR PD-L1 23k, 400l ik
CL 40 M 08 1, 3 SRR MR T D R R A, 1R e M
B R H IR R

3 INERAKFKRE

A8 o % B Gln XA 97 IR REAE 09 4F FH AL
(MBI TE JE R T R 0 R T A U AR
PR A . dERE g SR BRI AR WD R E N M
G BE VR T O TG 2 AR AL, DL O R B E AR
AL TR TR B B AN R IR S R B Gln {4 1
MR YT RS, B RG R I & o AN A, i
22 W0 w1 2 AR TR 5 R R E B B A Y K Bl
il BB SR A TR 58, A0 Gln VA YT T AE 51 & 1)

Jige & 2R AR BTk = 3 Wy 925 K AR I R PR S e,
X U T 6 T DR AP i Bl 2B 0 R R ) BIL A A AR
KREGWF5E AN 5 I H A R Gln X HLIAR % 15 A 5 4
JH 22 1) 68 2800 8 i e 5 B 6 e B 6 fiE T Y FG Al 25
Yy Z 18] 19 1 P 28 0 DTG B R RS 25 45 800, 7 1B
PEAT Gln {7 i o SR 0 5 AR 3 I 5 E i Gln 7
PR AR A, AN FE Gln B9 AN TR] 25 25 07 5K
A [R) 50 DA R 5 HG Al 25 1 19 2 45 1 e REE R T
(I 1 A B — 2D R, A B R A B9 I PR IE
o T3 AhaE T Gln AR OC i b B iz 1 3 R AT
18 PR N GlIn RSP 1 5 45 A AR O e #3742
BB B BE 5207 10, R H R B 2436 T IR AE 1Y
WHE B 2, (A R 2550 1 GIn AU R 35 IR 7 e
TEAE AR B DT M 25 1, 3K 2 R Ol il D ik 25 4
YT 1) R A T A SRS
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