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Abstract: In clinical settings, influenza commonly presents with symptoms such as cough, fever, and headache, often accompanied by
gastrointestinal manifestations including abdominal pain, vomiting, and diarrhea. Recent research has substantiated the pivotal role of
intestinal microbiota metabolism regulation in both the pathogenesis of influenza and the therapeutic processes involving traditional
Chinese medicine (TCM). This underscores the potential for investigating the pathogenesis of influenza and anti-influenza drug
development through the lens of intestinal microbiota metabolism. Studies have demonstrated that TCM compounds and individual
constituents can mitigate dysbiosis within host intestinal microbiota during influenza treatment. Furthermore, bile acids—metabolic
byproducts of intestinal microbiota—exert multifaceted effects encompassing control over inflammatory responses, preservation of

intestinal barriers, and modulation of intestinal immunity. By offering a comprehensive survey on the interplay between intestinal
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microbiota metabolism and immunity in relation to both influenza pathology and TCM-based anti-influenza interventions, this review

furnishes scientific rationale for comprehending the mechanisms underpinning the anti-influenza properties of TCM. Moreover, it

provides valuable insights into exploring gastrointestinal reactions induced by influenza as well as devising novel targets and strategies

for anti-influenza therapeutics.
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TR — ol e P B0 SR 1 AN £ B VAR B
FECFR) S PE IR T R G e , S AREAE 1 IR 2R
FIEAT NRHIE . FEHEA T 10% M H 5N F 230
RRZI, 29 50 5 ANBET-M . SRR 1 IR AR
BLFEZIR . R SIRAIEYE . U R
WA i RER, W Re S B IE ERE D RE 240, 2E
G % i JERE AN S B a2 A, VF 2 R
REH W NI B WERRE, X ELREAR ™ 5
T E R SRR G R AIIAH AR, A

ST ATLAAONS i B G PR 3 N 2y o BN B i T
VEC EERIUNIEE , X FRIEIR 5 I TE A A
F & R TR AR, IS R R
FETR G TR IH PR A R B-00 . R R (1) i T Oy b A SR AL 0
B IAEE, H IR0 B 51 S 10 g s B 453495 A A E
WA T & A, U R R AR R .
R HE R AT o s W AU P AR s, JFaE s i
Tl TR R i A B () o R T AU A dn IE
TR 5 8E R TR (short chain fatty acids, SCFAs).
AT TR A5 4 IR i 0 T R 3R LD A AR AR ). B
b, R BRAE 22 Bz 38 2RE VAR TT R L R IF
R,

HHT, PUAUEIEEE I 32 25 A0 55 B A A5
KT AR T8 AR, XL nT R o) i
Fe¥z . NEIEAN S i ISR R B, HERIRIT Ak
I RA IS A P58, SRR B AR PHIE G . T2l
HITR T P DR E sz B E R, HIR9T
AT NEMAIR) “—AN2. — D8R, —Fh
PR AR IEAR Ry “ ZREbR-Z A 5piayT 7 Do,
AR, KT HEpaT BRI i H i 2, Rl
ST X i T8 B AT IR R 5 i B IR e TA) K &
(RIEFE e ANSCERIR T 24 A0 It Ik 5 | RS 11 i T T
AR 25 L A 8 T A QS R v TR A i T S % v i)
TER, BN A NEE MG R “ -l 2538
FEALET BB S ERT AT A .

1 RBRRE5hERE
11 REREERASEMEEFNTK
TR 2 AFET N E N, BA 8

BRACH DRI IZIERIIE ., A RS ThRE, AT
PR NRMBRR R CEHEL, Tk, BT (EHAE)
e “lilG RN 7 BRI CIm-Radh T MRS, N
PRI BT VA BIAIE FL R S 020, Abt SIS 5 & B0 T8 T 7
(AR Ak 2= SR I 55 5 | R IR S Ly, i R
SN BRAE U B fe , RIS e RS
PSR B S S N2 A0, R R R A R AEIR .
Qin FEMHILLAL T HTN9 Ji /e 38 11 I 18 s e 4
B, Arir TR A PrAd R A A=
EITHREELET ] BAFKE LR E R, 1E
(17K, fUAFH 1] (Bacteroidetes ) JEREL [
(Firmicutes) F12ZJE 7] (Proteobacteria) fEFTA 241
IR A 5 £ AL, HINO BGY 5 AT B
P FERD, BTRE TS 2 . fEEKF L,
WA B Bacteroides TEFTA A H13 HHL#H, HIN9
YL G BT B 8 Parabacteroides Y%, T B.4H 5
J& Eubacterium- % & ¥R J& Ruminococcus SUAT
W)@ Bifidobacterium F1% [CH# )& Roseburia .75
Do FEMIKE b, SRTEAMT R Bacteroides ovatus
FAFHE Eubacterium KA B Bifidobacterium
longum F1 F| Ji & ¥ I AT Haemophilus
parainfluenzae 55 (1) =F-FE SN % . Groves 5@ it
RSP IE A MU B (respiratory syncytial virus,
RSV FI R 5 (1) /)N BRASEAY, 25 G2 2 i ek
et By A DR A R i A R . TR
L RSV FIyit B 2 I8 e 25) S 85U 18 B B 22 A1 2
EAA, RIATIATTE 1 T=F B A3 A SR B 1
FERIRD s IX P iz T A 2 ARV 2O P e S 0 2
TR Ji5 R T 0 A A 3 A O B E SE R
I A TE R S it 2, SRR
T8 KT, AT 51 S B B R () 84K o Gu S D OTRT
24 ] HIN1 835 P ZEREARIAT R, KN
HIN1 B#FFEFEEEAMEDZ R EKT
IE# N, HAZ# ] (Actinobacteriota) A5 EE B
[TRIARRS =B B35 R % . Wang S5BIR| B SEi 26 6 58
H PCR AR I, PR FLBIR BER AL 22 S EUN B
Jiti R R LR T 524K 9 (CC chemokine receptor 9,
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CCR9) ik CD4" T 4ffiiifiid CCRY/EAL A 7 BL A
25 (CC chemokine ligand 25, CCL25) #liZE£E5] /N
W, iy THER, NG GEFEEA; PRS
TBR BRSNS BURREAE,
(B2 B8 Lactobacillus FLEKH J& Lactococcus-
e RME W E E WD, AR
(Enterobacteriaceae) I &GN, 1EEKGLLIEA B
BRUIE MR FML S, /S BRIV 38 H 0 B e R A i sk
W J& Enterococcus S0, T FLERAT B A XEAT 1 95
BT AR EE (influenza A virus, TAV) L
7d Ja, /R TE E SR SCR B R, TR AT
T T80, JEBER T3 hnUsl, HON2 TAV J& 4L n] 5]
RAE R FRIEEIN, FECRWATE R, [F
INF AT T A0 BR B ) = FE BRI 200 b4k, i ok
B 56 4R 998 B 48 (coronavirus disease 2019,
COVID-19) BAFIRFFLRKIN, COVID-19 ¥ I fi7iE
ERE R AR EREL, SXTIAM, T 156 FhE
BERARZEB, B35 Ruminococcus torques 1]
28 M SCFASs 7= A T8 I i s /D21,

SRS, MATE RS 200k 2 iR Bk
e — &SR, HWENTATER. A, AFRDE
B G 78 WA R AR 2 e, XN T
JTE A ASTE T BRI R B R 2R L
12 REARESHSERERRA R RE

TR BRI e 2z 5| S i T B A A A AR A,
R B0 B ORI B RS R R T R R A2
AT TR ARk 1y B 2 RS 40 LR L 2 5 B NK ek
NG5, AR ITHRAE, IR 2 KT T E R B B
W Dy e sz 401, TR AT B R T R RO R 2
B, [FI S5 B3 2% 44 /0N B0 I3 T 22 vk B I 35
. SEBESGRREE 24, JEH, IBE A
MG 2 51 R A B RE [, ik, AT DAE TR
Ji TR £ 38 22 AT R A Jn U 4 S T i o 403 4% 1) Dt
Hlz—.

Sencio FE2OLE IS TAV IR GL 1) /N RABLNAT 7L T 5
MBI AHR IR, R TAV BYYNR G, iE
T AN JERE S S AE L AR 7 R B Thibg s R4/ R
MIIE S, HEWTTRES & B E I IR B B3 T =
[FIIS L T B R S54RI R . ERORAE IR [H]
Jig T F A AG I AT AT TAV RNA, {EATE K& ) 4E
FEH [#ZHF«B (nuclear factor-kB, NF-xB) &K
R KiK. IR OG- SN 2 W A2 L
HRET RN B2, YRR R D)

REM IR IR TR, S5 EE . SLngs R
WESE, Z5BFREIhEeMEER (Al U E E o3,
B3 ER AR 1 50 R D R s A 44 A4 i A A [
F) ¥R N . Wang SRR, AUEOE R PRS
TG /INER 7N BRI 2 2R R0 17 2H 2R 85 HH B0 2 4
i, S Egs, FHHIREIETE . Guo %R
S IEH L 220 MR, HINTD G, N
ERELR . MEOHE, JHHIVRR RAE; B9
Jfifr%-1p Cinterleukin-1p, IL-1B) H1 IL-6 F{I7KF &
FREIG DIRFRAIRIOCER-H R G, D ERILE
R B SRR O K- R S B B T s ROk
Pt g BN, JREEEGLE, /NS R
#HH-1 (claudin-1) FIGT R EREE H-1 (zonula
occludens-1, ZO-1) FiKEFEFFK. 47 E, WESH
R YLt i B R A L RS . eAh, SRR
il % o FEUIE B FE 3240, COVID-19 3 145
A A R ITE A TE R s, R i R 2
gl IL-6 WE RS, XK, RS, HAs
BRI g -kl e Re g TE 32 TE AR
PR GERE o

Hh 24508 B AR ALER o B3 B G/ BRI i B — 8
IORTE, RefEIGnig bz i ZOo-1 IR,
HABE piE bR Dhae). ok, Wi ymet
WAH T AR ERS, AR S 5815 E R %
e RAE G ML s B2, SCFAs RS IS N2 K
ReAMML A IL-10 A4k A K F-B (transforming
growth factor-B, TGF-B) ZEHLR K FHIKIL, FFIK
5 B F 7K, I GBITE T 4052 17 (T helper cell
17, Th17) BIRE, M 5 e BiB031, - b4k,
SCFAs il 1 4 £ 1 25 SmEAGBER 15 v T Za A
A, JFEEHET I T AR A, [EIHR
P T 410 (regulatory T cells, Treg) HIKE, MM
20| 18 9 RE A AF B2, SCFAs 18Il 4E S 155
TR R AR KR 18 B R ) S8 B3
13 RERSREEFHERBETLIFR

MBR G2 P EBUIE R R N B O, F

oM 7 IR I Cintraepithelial lymphocyte,

IELs) G diffifit, SBUNMAN IELs Bg i, M
T8 i 18 o e DI Re Sz 4. g iE A28 R 51 K I
T8 B P Sz A 2 AE A0 i P 0 a0 i 2 W e i
PR A5 RN LB X4 B 98 0E s B AT il il
EAE, REEREEE R, AT EE AR G I P
FRRERST,



* 7158 »

FEH 202410 7 $55% B 20 Chinese Traditional and Herbal Drugs 2024 October Vol. 55 No. 20

Sencio ZFROWIF AR I, TAV JEGe/N R 1 i id
RANE R 7 M R R 38 B i R RAS o TR B IR%
Jef5, /NEHIEN R Thl/Th2 1 Th17/Treg 410 F
HTAEIRB). Gao SFBOIHF SR BN 7 FM1 2
PRGN B IE RS T Toll #3244k 7 (Toll-
like receptor 7, TLR7) /NF-«xB {55 i@, TLR7/NF-
kB 15 510 M E i T Treg 4t — 0 4E+F Thl A
Th2 4HM ). Horp TLR7 did Wos S8R 746
+ 88 (molecule myeloid differentiation factor 88,
MyD88) Fll NF-xB 55 i, fieilk CD4* T il
Treg 731417, Wong ZEB8IAf 78 K I im B0 5 HIN1
BEMR G IR AN BRLE /Nl A0t 0 7 A S BRI T A
(immunoglobulin A, TgA) 4R 238 0, /=4
IgG W o &2 R, M IL-6 1
N, IL-6 MY BENS 5T T A I 9% Treg 41
JIHITIRE, TEEREEAARY, LRSS B k40 L
(1) IL-6 2k 4h &, 5% B Wk 240 746 A RE % 73 1k
FPEEREE IR, SXARII T 3 A e 2 S B )
HERHENO) . RS LR ™ B SR R G 45
fif 7 R 9% B ( severe acute respiratory syndrome
coronavirus, SARS-CoV )& 44 (1] 5 BB BE A AT .
FEIX— BB, AR SRODRAH AT I 248 i 1) 200 L X A
AL T SER BT, R A ARV B2 R B 35
E A0l P I E < A R A G0 4 T
4 R -7 A A R 7 25 BT R KR SRR
PERLANM AN B AZ AR 2R, BRI, b
4k, £ COVID-19 &, A HiHILR) CD4 AN
CD8" T I AN BR 2 1 AH XS A5 4 2 15 in 1441,

Takeda ZEUSIPPAl 7 10 Fh 7L IR BGH AT I 2%
G ) A 2 A 719 0 1 B 0 AL IR 2 SRR DN BB 5
Wi AE T RIS TR B AN At AR S, TL-12.
y FIEM o FIRAKF T, mtkEgiig b IL-
6 KPR, FHHIELE I8 PR BT 1 1 i
BRI AIBIE AL, FTREVE IR T IR T AR
BR
2 HEETEERERRS ENEEREL

1k H 24 R] DAL % B R] 2 -5 W R AR AR
H BET S M e i A= P B AL Deng 5540 7T
B 0 R T 5 37 0 HY R s 7 TR /N B A R 3
HIPRIFPE R, RERS A/ SR ZE T 28 AN 38 S E 5
BeAh, ig EHLEXHRINR, KRR
MANR G, MIE W Akkermansia_muciniphila
Desulfovibrio C21_c20 1 Lactobacillus_salivarius 1

W, MR T . BhiEEWE SR, RRE A
H iz AV 700 F Y B B BRUE S PR AR
RN I TE R RA SEEE A, BRS A H Ak
W Ruminococcaceae UCG_014. Subdoli granulum-
Rhodococcus Ruminococcaceae7K4A214_group~ 1AL
B 4F B B Parasutterella Anaerofustis, | Blautia-
norank_f Lachnospiraceae unclassified [
Lachnospiraceae; VU7 % 7] Ll Akkermansia-
SR SN
Enterorhabdus -
i B K J&

norank [ Christensenellaceae

Ruminococcaceae UCG 014
norank_f Coriobacteriaceae
Ruminococcaceae UCG 005
Desulfovibrio .
Eubacterium_Ventriosum_group, 1] Anaeroplasma-
Rumiclostridium  norank_f Ruminococcaceae -
norank_f Clostridiales vadinBB60 group~ BiMRJiE #
J& Oscillibacter « 4 t& Bk B J& Peptococcus «
Tyzzerella, RHFUERGIEE /I BRI B RE R RS
R SEEER . £ PRI, A A H 76
{3 5 PRSI0 B SRR A T AR 1 S B B [ D AIHDLAT
RO e =i S Gl D A A W G =
(Verrucomicrobia) MAHXFFE; fEJEAKT E, FRAT
FH B R [KHE R Escherichia MxH = F#K,
M ZEERE J&E Coprococcus FNFLAT 1 J& FAH X = 18
. Huo ZEWIREFE KB, H HA AR EE 5
R i WG R AW ER: 28K GT
UG, FEw R RGN R i JEBETE 1A XS 3=
FEd s, AT T TR PR, H 28
Fr[ONE I ) A R S RS MR T U Y HIN
TR 7 UG MR I AN R, BT A A 4
s 2 W JE  Actinomycetes M B- & T W &
Betaproteobacteria W B, PGB H R
Bacilli F1 y- "B )8 Gammaprotcobacteria 1T B
FRE, MARE 2 08 S s a7 YRR TR
J& < ZEAURT R B-AR T R Jm A SR T & Mollicutes
MR E . TR ] B KR i E
Romboutsia-~ Clostridium_sensu_stricto 1. Turicibacter
H17K¥, N norank_f Lachnospiraceae H17KFB1,
Zi b, R 2 RENS A RO BRI T RS A i TE A A
AL, dEREIERRSS, MR SHUAR REERS S
RIEIIRE -
3 MBS SMERE

Hh 2 R S | AR A M 1 TR R R LR A S A
TR, BeWReE W E R A I, ek iE
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RAE. AR, WL ig BHRES 7/ BRI
AR, AT LA izl AR H R A5 A S SRk
SE R38R A BLAE B ) 2/NF-xB 15 5388, b
I AR T AR IE DR 3855, i CD4' T 44
LR FERE 7344, AT LE 4 B 3 Bl N DR O 3
SR | JEC I i B 2R L R T LS ) 5 i T B R A O 1)
N AR, N sR. SCFAs R 72/
BT, A BRVE N IGIE R, Bf
HEMETEH. AR, R R E )
RERTBEZ AL, P e IRV IR /K I B 5200 k4,
MRV ERIC B A PUREEE, A RIS A H
2 (chenodeoxycholic acid, CDCA) ] LAl % F
R R ) E ], A A EUR TR H5NL
Ftk; CDCA WIEI R EE % MEZ R 0 (viral
ribonucleoprotein, vVRNP) & &W)H %5, MK
FEYUREHER, AL, RER AR AA Z M4
YriEtE, BFEHIH] SARS-CoV-2 5l K5k R
filg 2 &G, IHE R+ (W TNF-a. L-1B. IL-
2. IL4 FIL-6), HAPUEAEMMTTAMET/ER,
FAE B PR B 25 AR B N T B 2 4
TEIE Y, R BRAE N it B A A A = 4 ) 5
B, el 2R RIEER . XA
FEvE el X %24k (farnesoid X receptor, FXR) 1551
ZH R Y e 2K (constitutive androstane receptor,
CAR) B¢ Takeda G HHBHEL321K 5 (Takeda G
protein-coupled receptor 5, TGR5) B7, Zaf X 24k
(pregnane X receptor, PXR) P81, L H R 52 74 AH I
JL 52 /& yt (retinoic acid receptor-related orphan
receptor yt, RORyt) 91, ZE2E 3 D 524k (vitamin D
receptor, VDR) [0, ix b7 fk 2 b iz fig E A i Al
RIEN, HERFIIERRAS .
3.1 BAEER X AR ERAYIETS

Nagai SFOURFFLRIN, il m i S L= AR AR
TR REREHE =y e /)N BRON AL IR IR GL (R HIRHT 77 5 [RIIN
R R 7 51 S ) e s BRAAR N TR I
[idiieas = 8TE 51 DI/ P i BURZE an 8w = N R VI E S 18 ¢ 1
NV, RIS /N ARG B & 5 ms HhAh,
A A S B 1 IE S8 IR IE T R R B A I R
(deoxycholic acid, DCA) Reff KiFiL/EiEE, o
HHUR TR .

NHARRAEAR N A 2 B R . REY IR B
WEE RS, MABZE W N 7iE, 25 18w )
U, WA R A IR BRI IR - AR

R 1 AN REP RS @ YT #hK e (bile salt
hydrolase, BSH) XJZZEMR /K, BSH EiA &
B TERAEYTT, AR ] JEREEE AR 2
W 1 e IR0, AR Bk WA AT A, SRR
BRI S 2 TR 2 51 kS SR BE TR [ AIDURF R 1) A
XFFEFEERAA . ERER T AR A B (XTIV
XTI %) Clostridium FEFF B O R B 477
BRI B IR RE 310304, IR BRIE AR N it — 2D
AL S R B ANl A IR 55 22 Fh IRV IR« (E
1B W P,  Eubacterium lentum F1 Clostridium
perfringens BEMEARU FH = A2 e JHVT RIS, fEHELE N
B, S AHER (isolithocolic acid, isoLCA) Fl5
i4IHER (isodeoxycholic acid, isoDCA) KT
JHERFI DCA, HIKEE 737074 290 390 pmol/LI%6],
WFFTIE I, JEEE B | vh B BE % K A IERZ A DCA
i v 1] A4 5 Ak D9 59l 47 IR - Callolithocolic acid
alloLCA) Fl | i S IH & (allodeoxycholic acid ,
alloDCA) 171, 3-%4 2: %12 (3-oxodeoxycholic acid,
3-0x0DCA) & FHIR AR IR 25 S N ER AR A B o
A R T SB-Ik SRR SLEL, X R g C.
scindens F1 Clostridium hylemonae “5/VE LA 4R
1) baiCD &[R4 fs68-9), 0y FR 2 (A1 47 AEAH L4k
FIR N LS . U Eggerthella lenta F1 Ruminococcus
gnavus 7] LLIE IS 3a- 52 55 5 [ B i S B (3o-
hydroxysteroid dehydrogenase, 30-HSDH) #I 3p-
HSDH IffH], K DCA #4679 3-oxoDCA, Jfift—
¥4 3-0xoDCA 4k N isoDCAL™,
3.2 BEITEEXTAAE RAERYIATS

Sinha WAL, 41 HER AT DCA RERS 3%
BEEALS 5 2OE AH 5K 1) 22 i 14 BT - R0 4 i R 7 1 7K
-, AUFERLE 7 iE RO F LK CCLS . y FIR 3
ZH 10 (interferon y inducible protein-10, IP-10).
IL-17A FI/MEE IR FER F--o (tumor necrosis factor-a.,
TNF-o) 502, gbhh, HIHERXT TGRS SZARERAE /N
FRE 3 S WE AR BR 4 ( dextran sulfate sodium salt, DSS)
BRI R PR e, RIMEAH RIS
TGRS 2T i 45 . 75 DSS i 3145 1% 75 1Y
ARUNE T, FXR BBOE B FRAK 17 45 b 2 8 5
IL-1B. IL-6 AEEZAEENED-1 FRE, [
I FXR R0 & T LI 22 Fh G e 40, Re il /2 it
JRiE RS TNF-a 153073, —Lenf srdkiE,
PXR ¥zhil @06 NF-«xB {5518, R
Ja ER-F- AL R 7 iR IA , 7E DSS 353 I 46 1 48/
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BB R FEBLRAE U4, R R iR, JH
HHERIE I PXR LE AT 1718 280 h BA W AE AR o
FERFEME /N 25 B 9% /)N BRABE AL, AIGTRI 2 A R R
I PXR WAL A7 IE T IL-6 BRIA . [N,
1E 3 D B B T, MR IR R (8 46 3 3 PXR
T FEARUS, VDR J& —Fii sz ik, HORIREC A 2 4E

A D BEMEIEA, R R A
FH, IpET R RIEERZ VDR /N EXT DSS 5
(10 225 i ¢ 2 30t B v PR BBURR A7)
3.3 BEITEET RIS o R 4HRE AT TS

JIE7T R 52 40 TGRS+ FXR. VDR RIFFAE X %%

A (liver X receptors, LXRs) #7115 £ HI% R4
5 AR B S, £E ERAE N AR TR
FUARAT T A A0 [ A ik R4 s B 3Rk, 7
T ZHAN B 40 A7 — 5 B BE () 3Rk 78801, 5
FLRM, EMGG R R AT, FXR BHEGE AT LA
R TEORGH M) 73 ARG, AT B ARG ™= 2 TNF-
a fIREAIT, BEAh, MEVHIRZ 1A CAR Xf T CD4* XM
T 4HH0 (T effector cells, Teff) HZ M4 EMA 1
(multidrug resistance protein 1, MDR1) [{JZRIA
3 B0, Teff 4t (R IX Fh 7 EA% 1244 MDR1 Xf T
HERFE LN BRAFAE N IR S 2 0 E B,
PRl , Teff 4 CAR FRGR A 230 =5 ] I T R 15 5
PRI %5, TS CAR REBS IR [FA 28 SEIRs CAR
(RX e 28 45 AR T~ AR RV BRVE ] A2 3k Teft
M IL-10 SRR, AT R EST A B,

SRR

CDS8* TIHME M

- ‘CD4 T4

f*JﬁD Z0-1

1% H e claudin- l

Y%

* u@&

.
® . —>INF«

JHYH RS2 4K VDR F2A7/ET B ZHM. T ZHH.
Treg 40f0. FAZANMEA DC h, 78 E MRt
/DEFRIAE, VDR RRREFEME T 4HH0F0 B 4H A
B, ARHIRSORAEA R . 7E CD4T T 4iffu,
VDR HIE0E RS L 3E CDA T 40 15 Th2 20 i) 4y
1k, #7553 CD4*. XCELHESR [ P3 FHME: Treg 40 (1™
Az, FEHIE] Th17 A0REAI RIS, Sl i — ik Ak
WA R, AIEEREE VDR 2 540 Thl HEGE
oAk, 1IX— it 2 R i B R AR A SRRV R CD4*
Th 2 60 20 B 4/ 5 2 1 e o TR A S 3 P 831
RORyt & — ML 2k, S5ZFhRIEMH & fu ik
PIR BV TI48S] H BT K I 3-0xoLCA F11 isoLCA
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Fig. 1 Influenza induced changes of pulmonary and intestinal axis immunity and regulation of bile acids and microbiota by
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