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Abstract

Kidney stone disease is one of the most prevalent urological disorders worldwide, with a continu-
ously rising incidence and an extremely high recurrence rate. In recent years, the “gut-kidney axis”
theory has established the gut microbiota as a core driving factor in nephrolithiasis. This review
systematically summarizes the multi-pathway mechanisms by which the gut microbiota regulates
stone formation through oxalate metabolism, short-chain fatty acids, secondary bile acids, and un-
conjugated bilirubin. Stone formers characteristically exhibit reduced a-diversity, depletion of ox-
alate-degrading bacteria, and enrichment of pro-inflammatory genera. Gut-kidney axis-targeted in-
terventions—including probiotics, synbiotics, fecal microbiota transplantation, and engineered live
biotherapeutics—have demonstrated remarkable efficacy in animal models, yet clinical evidence
remains insufficient. This article further provides an in-depth critical appraisal of the systematic
design deficiencies in existing clinical trials, such as inadequate sample sizes, lack of strain stand-
ardization, and suboptimal endpoint selection. Based on this analysis, we propose a research frame-
work for individualized intervention that integrates metagenomic data with machine learning mod-
els to predict patient-specific responses to probiotic therapies, and we present a theoretical design
for a multi-target “super probiotic” formulation comprising three functional modules: oxalate deg-
radation, short-chain fatty acid production, and immune modulation. Future large-scale multi-om-
ics cohort studies and standardized randomized controlled trials are urgently needed to facilitate
the clinical translation of gut-targeted strategies.
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1. 5|18

' 45 £1 93 (urolithiasis) & 2 BRYG BBl A V2 AT I SR R, S4Bk 2%~20%M AN, HERZE
P[] FERRAES 45 A A i ILIIZRAY, BT R BI1 80%LA 1o BT/, £ 50% B TE 5~10 4F
W Z D — IR IR [2]-[4], EAMUINE T BE IR, BB EEST KRGk T UIEMA T M, B4
FHIR R B 2 R ZRARE, &80 Gk R 3R ARG 4% 5y Btk AR SEELR I I . AR, sk —4
AT IR A IEAE BB RAT TR 250 RO L (1 B AR —— A TE R YR . Bl e ) R BOR A 3R 2H 2
MR R, NRRCE YR W IR R G5 A R DS VE T H a3 AN . i s R i “f - B (gut-
kidney axis)Z 545 AN, X—RKITH TR ZRALHE LGNS, NEAKESE. 77 UG5t
T A B S].

“Bgy - B TR IIE S SN2 A8 A A ) RS SRR R PN A R AT 1 XA AE
. EEEAME ST, WEREYR B 2 K0P M S AIE R B P 0 T B R i R
1, 9800 FL W SR N LS 5 B 248 M 2 PR 5 4 6 G 77 T T 445 i 280 B ot B = 1 4 B R 4028 R I I 3R I
UREFRET BRA5EAAE AR Ui LI ok 1 5 Pl TR R e . R G SE A B R A % 2 5 4 A TR 6], Li
LB SR RGBS T RATRAEAR . ZRERA P ANLEIRER, WEfE RS A EEHEEE 2 o
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SRR, B PR AR D AR R R R S SR RRHE, FE— A TR M AR . AT, LRI
W% B BN S B A A E M G B AR e R B AR S IR B A, (BRI AT TR I B (1] AR
e “fizp - AL BRI B AR T A 0 2L BT - B Rl T TSR e S R IR
AL MSTHAT R L7A

2. “Bp - B HWERRESEYFEM

KPR, WRRGHWAATEIAE . AT, TR FRAREUE X W& RN R
HBEEMEY, Ha50a 850 RIAE YR 518 RAMAFAE R E Z R (5. SR, miEmEmiE
NN K E P, HRE RS - B2 5450 T M. Pei SMZRARTRH, 8RN RIBMAE
Y LA Lactobacillus (FUFFBE)H Streptococcus (FERRTE)SEIA T N T, JEFFHOAEIRRAS; ME 46 8F W
TE AN PRI DR 2 IR 2 25 PRI, SR B A B P D [ 5] Li S E — TR G ERR Th AR 1 “ iy - B ”
EEGHELS, IR, 15 . AEMARE Y & 2 A AR B R R REE— i, AB S AL
HlFRAE 7RG I MRE (L] WAEMAR ) —— B G REIR . FBEAR IR . p-cresol AR BR——idid
T E FLIR LIS . RGVESAEFNE IE SR BUi% 55 2 kB S 5 45 A TR 1] [6].

Z UL BB FE AN R B R A o i — BRI, B 4 B I TE B R4S 1 5 {8 B AR 3 72
R B HRHE R o ZFEMEEAC, BIWHFFE RS E TR, RaESRgREtE2m. FEK¥ L,
PR A 1 (40 Oxalobacter BB « Lactobacillus LA « Bifidobacterium XUEFF & ) A =F B &2 520>,
AR % B J& (U1 Escherichia 3245 %« Bacteroides 1UHF B AR & B[ 1] [6]. EFE IR, AFEHE R
JE B8 B AFEA — B, XATRE SFEACRIE . IR I, HURZE 7 P s E R A K], RE
T, R AR AT PR DR R 8 TR ) B AR AT B O — BT ORI, MR T W - R TSR ) R
A

3. BEEEEEES AT %@

Jor TE S AR DR I 22 5% 40 T IBER SE A B 25 0 TR R, e rh B R A QA PR 2 T 9T S AR N I 48 BLIR PR
M EENRITR . IR BR S AR 45 G R 21 22 SRR = 4 B A5 1) 98 R AR 5 B 2y R e s T g 30 4K B 21
BRI

T B TR PR A2 B R P 45 1 T ) SRB FE I TR 3R o SRUR T B AR N () S R A Ji T A 5 il il S5 A
JRGEHES o Oxalobacter formigenes &M 78 F VRN B BR MR AR e AR T, L HL A I 385 (100 40 e o £ 50 1 R 3
WU RN 53 WAL R IR BE 77« Wb Ab, Lactobacillus A1 Bifidobacterium 55 LI w1 B A B F# f# §E 71 1]- Noonin
SRR IR Y, E O B B B B AR AN T B AR PR AR R, 8 R I R i B
18 B [ (1) 3R N 48y T FE BRI 42 SR PR A PR BB /K ST, [ s 8 4 L[] e 7K P R A g DT R R 7= A, AT 22
Y FE B A B 45 A XU [8]. SLC26 K GA% iz i H(JLH /2 SLC26A6)2 7B B IR 73 WA K R 8o+, W FiR M
TIRELSFFLEE NG TR vl 4% SLC26 Fia E HEMIE h RIS, NREYD - 18 £58 BAR~HE T 5047 [9].

FLHENEWIR(SCFAs, Q4G 4R NERA T IR) =2 WiBE A Y R T IR B 41 e i) = 2770, AE4ERF I 18 B
W s R R 4 1 AR R R OCEEE o BB KR T Microbiome [ 78 RGIRTT T B IRES 45 4 5 W
TEWEHE RIS SCFA A 240 e RGU AU B BL 2 B OCEk . 2t FU R, 454 B3 i ™ SCFA
(4N Faecalibacterium prausnitzii M1 Eubacterium rectale) 5.2 /0, FEFEF{EFM A SCFA KPR, 24 /)
I PRAE BRI D DL K2 AR R EL . 28 SCFA K-V 5 JRAG R HEM 2 IEAHOC, $27 0 - B 4N i
BHER . LA EIRIREKBARTL A, ¥NFE F. prausnitzii~ E. rectale 8L ] BRENI 0TIl /b B I BEBR S i AR T AR
B ERAA[0]. ESFEERZE, S FIERIANTE F. prausnitzii |5, KB IEFREIEERR EV(UNEZE
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FLHE A Occludin Al ZO-1 HFIX) .3 B, W R ™ A= B0 T 2 5 o B (1) 48 324 2 FL AR B 80N 1) %
Uz — o HeAh, R BN TR eI 1 7 i 18 R BRI A2 B 1 SLC26A6 MR IAK s/ B Ik BERRAS 285 4 T
I, 7~ T SCFAs - #ia [ - REFRI IR [9]. 3 — TV X B VB 440 (8 (1) 75 B R 2 i e 3k
B, dEE AP LR ZHEEERNRERNERET F. prausnitzii X —F B T AR, d— PN T T
FRACHIAS AN B 45 2R ST KU R ZR [ 10]

RN IR eh i 3 AU W AR ™ 2E, WO e B X 2 AR G & EARIRIR IR 2 4k, T
16 EREEACHIFI RIEN 2 o Li SFHZRRTEH, RPN R vl i@ W i R M R RIES H'E
R[] [6]. = AR HFR B\ & F T Gut Microbes FIHF S 2~ , 7 B BE A2 B AR 45 & IHZL 2 (UCB)
R RFLR TS AT RBI BN ER . AR, S50 858 LK RpE p-7 %) 0 e R 1 g AF it DX B
FEARXS B2 B TF, T AE 20 3R A0 R g AR A G TR AR N 2 R B, 330 UCB & & ANE TS . UCB #ET
IS NE B A Slc26a6 ik, (R IRIEERR SR AR, HE FAMRIE T SR SR S AR, 3 —
AR I B RRAS S5 A T [ 1]

Jo 8 B AR PRI T E N 5 T REMRERES 5B S AT A 85 pE 2 % EHEN S £
IEIFRH TNF-a. IL-6 S5 5RER 1K, E— B0 B /NE b g, (2dk SRt B M AT k. — I
BT BRI AR ML T “ i - ek - B AR AR . 2RI Prevotella
Phascolarctobacterium 1 Ruminococcaceae %18 J&X1 5 &5 4 A LRI UM, M Bacteroides Clostridiales 1
Subdoligranulum W8 INE5 47 KA. B EE K&, CD39'CD4'T 4l k1 CD28 Fik i % 5E N Prevotella 1%
PR AEE A AT, AT N-9.019% [12]. X — RKRILPE BT, EAMUER T IgiE
PR R T T 92 B M U PR A i 2 AL, SRS E B T — PR S PR S A R AR A AR )
- B AR TR, R R MR ST IR AL T AR VAT AL S — DU R BE A LA BT T A
KIL, Rhodospirillales P REE L 2 1L-18 /K- FEACE 454 K, /2808 B 15.8% [13]. th4h, —IT
KIAGEBRE A T AR BENLAGEE T8 T IR I B E AR . TaIA A 1% 8 B A sl = A2
WEM S B AT R R R, RKIL T L&/ img[14].

4. BF “fp - BH” BT R

2019 [ By — "B BALA] RO AS T I B, 4 1) 3 S A PR B T TSRS L BN 1 5 A U6 A ) 7 4
Mo T F BN IE R AT/ AR TC . FEE R N AR AR LR T = AN T7 1A

ai A2 B (W1 Lactobacillus - Bifidobacterium)v] 183d B4 FEMR TR . 58 5+ I 300 B0 W1 €/ o8 I B b
T RE AR T G B W oK AR B A A RS o 5 2B T Uit — 2D JE I 4R it 2 A O R R G SR L Th 3. A Sh A
B, HACT RIS NSRRI . —TUEER T BMC Microbiology MWFFEHF K T Lactiplanti-
bacillus plantarum- Lacticaseibacillus casei- Bifidobacterium breve J %54 U/ A FUM I H B & 4 ohic 77 .
FE L 53 A e IR PRORE R AR AR, 2B AR e AR KR T 3B B R EEAI S, I K
T 20 SCFAs A o B J& IR 28, e ek 22 At M 18 4o 0 R 8 4 280 5 PR e 18 5 1 R IA R IR AR
G RLRR SAAT[15] 0 X — W FCI v 5 s LR T (RN M 0 1 TR R 45 A R A ARG M 5 L e 4B S A 4k P 1
fabr, NEATTHZ RS RPLRER AL 7 RS . Li SRSt adiiah, Lradw. mdoo.
TCRE LR TR B T R A T A WG A SR R S R AR SR IR B A 1.

SRT, a2 /A AR TG AT R A TE K 4+ . Bhardwaj %5 2025 42K R T Cureus 1 RGiL5A
AN T 9 TR FE(5 TREALXS IR AT 4 WOWELIENT7T), 5 O. formigenes 77 FLIRFTR &) M £ K
mEREE AT, SEREIR, b A B A TCIR T R R PR R A T T R A 2 SR BRI T R I
HRFE— SRR . R 2 T SRS O. formigenes WITE B i U E A8, (RIXH RN B LA
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s o ZERR I EE IR s T IR AN SRR 7] B R A A 1 1Y) e A2 81 B 2B T /b PR B R AR i B
TR B 4 4 2 K A BB IT F-BL[16]. Agudelo S5 tHAR Y, R i A WAENLH] EHRA &M Bz et R,
B I RS 18 ARAF BIESE[17]

FRNERTIX— “BhH) - 6K 7 R0 R 2R A, DL RIS BT H 2 e AT ZR G B4t A 1 o7
e B, FEARESRIAMIIEAE. Bhardwaj 5 RALERNNTT 9 TREFH, FEARR LK/ N—
—Goldfarb DS % 2007 4 &% T Journal of Urology ALY BEEIRAN I N 20 %1 CaOx 2547 £ i BB PR AE
B, R Oxadrop®™ ¥l 4 i )5, T g 5 x B4 R FE RS8R IR 2 3584k, (H i TR 59 I S v 223
71, TCEHEBR A PEZE B2 [16] [18]. Hoppe B %% 2011 4F &% T Journal of the American Society of Nephrology
[¥] Oxabact™ 36 AN 1 42 4 J R P ot B R PaORE 77 /0 47 =B IR RV 24 F . (HPNALIR SR PR L) 20%
MG ZE 5 [16] [19]. ik, Tl Kk, Toimae KINas A XS 48K 2 ot 78 i) T T R 45 4~6
Jil, 5K Hoppe B & 7 AN A 24 il o HREE'E 45 A T2 U F2 AT e KA 2 H £ 2400, iz s 4
TARARTE F LA AR 20012 I 45 A0 RN A2 1, MO T IR B B X — AR A B A8 s, 28T B ARHE AR 1
(15 AR AH 5 P A S FE R, M DA A7 R0 el S8 AR [ 1610 FRIR, B RRAL RS 52 3R N BER & 1 5 o 1 S B A
Z IR Z It . IWH— O. formigenes WHAEI S 4 FhFLFF B 1 Oxadrop®Bt /7, 21 3 I H & B.
infantis W) VSL#3 BCT7, WAAAFPREFIFIE T R e AR 238 Wil e B I8 3 2 i E A R 45 A &
P BRI i R PRORE S, FERH B R ACUDIRAS 22 R AROR[16] [20] 3X 28 K Z LR S B 1 A I R EHE
PIREAR R A IR . IX —BRPE AR RS AR LS A B R 12 %, M TR R T iR i RGN 2 -

6 PR A AL T R (LA 1) S (R P A WD RS A 2 B AR I, T SIC B T T A A2 A5 1Y) 844 B 2 - Hunthai
SR S B S AR IR A R BRI R I SZ AR K BRR A P HE N 45 0 T 380 A 35 R
ESE T8 B R R TR P FMT A2 1645 2 R R g 85 A T . AR TR RN, JRAAE B8 2 AR ARE-FMT K
S BIAEAE Bacteroidota (NFFEGL &5, SpERRIIRER & BB JRIEA ' IE 2 REAH OC[21]. 5 —
Tk 2T mSystems I FCH AR AR FMT B 2 mERKEH SRR, KU hFMT EdEE
Allobaculum FHK P78 bRy, R0 78 IS RS SR DURRATE BE 5[ 22]. JRE S SEIRUEYE
A NEkBE, (B Li SRR TE i, FMT 1E B 454 s s R AT A T BERIE B B, AAREARE N A R
H R[] A DER R, HAr— 5 AR W A BE L IR R 38 (NCT05516472) IEFE AT H, B 5T
THRIZAN 36 11153 R 1 i 85 R B s B R PRIE 45 1 B, e R A T & =BG W & Rl T IpiE K5 LAY
SRALAR B E R, MG T ORISR IR BB, R UL 24 /NI IRSEUE N B B4 A, Bt T 2027
3 A SER23]. IO e SR TR T PR B I TE AL T R, DATERRJE B R T e AR B
e M INZE . SR, et e TS AE R oAk 3 Tl Ad B A Sy w] R 1 AU ™= A JERr 5
W T VRV T A s FEAREAT A FR(36 B)s HUA 24 h JREEUE i B RAF N FEL LT, MiREE % FMT
YIRS A RIS B . B4, FMT e BRI br it KINIT RO 55 77 AT T i i 2
Pk o

BRI K R N - B BRSO RE 7 AR AT . 2025 4, AR K2 HIBAE Science K
KRB AR, TFR T —Fh &3 3 8] 240 19 7 T8 41 1 (Phocaeicola vulgatus), 1815 N 15128 5 H A
WAL IR ) TR AR B, i B A& = AR AR BRI RE 7T o 12 AR A 20 8 £ S W s 2R 0 L 38
A PRARES: 35 il D 5 A T W TE AR D T FAS T B KF[24] 0 S BRI E R R, Fh Atz TR
N 5 R R & /D> T ik 47%. A Lactobacillus plantarum [FIFRE AT 28 5t R0k 7R ER I R
Big, FESCE0 K B A AT B I R RS 45 A DR [ 1] AR IR A6 T L 3AAE T AT Sl n] 4% (1) 1
S REFIA T PR ) AR U D e, (R AR A 22 itk S AR S s T3 7 dE— 20 9P Al o I PR 3% A0 5, Whitaker 55
AR 70 ERAE 1/2a IR RIS AR TZ TR P. vulgatus B RR AT 100 58 R AN R B RR W) 20 FRAIG, (HAB IR
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NV ZBOR R AR R 2, SRR T SRRSO AR, DU K
IR B RS FAT, BU MR KIR T DURE 240124 ] R LSRN T 1 TREATE A6 77 A S50 5 7 [a] i PR
WA GEIR I =AML FERG: 1) BAEREE—— R PUEREFIE T, SARSNERGER 5 2
EE R R A FRBURAL; 2) KV HE RS RS —— AP D 2 15 FT il 12 15 B AL e 7% 28 i
FAt ey, SURARBURRI ARG R 3) KR AR oM —— SRR Ao FZ e e 75 S i1 IR
MR IIRE. H AT M IoE o TR IRAE T 45 A 8 ol 6 A AR 2 e iU diolE, X2l
(ECEMINPS T7u

5. BT AERESHEF I MU T IHARIESR

DA WAES TR “— 1117 B2 T A EANME G E E R BRI, X2 S8R IRIT A —
F B H K 2 —. ST, Gibbons HIFATE PLOS Biology & # 1 — I A B & X IHE & B0 AERT 5T,
IR AR RBEACE B (MCMMs)——HI “H7 i 2842 7 (digital gut twin) B AR——FE A2 1 7
DR 26 2E T TR AR TE A 2 I8 (e R Th %6, HERAZRIE 75%~80%, FF AT RS AULF ToUHE it xof 4 % AR i e =
HERIREIE[25] 0 B U Ok B PR I SR A A m) e U MCMMEs (1000 R4 Re, R ISR AN e
JEEYREBfR TR0 2 2 TR 1) 5 AL 45 R (FE 2 BORE R & A2 Je T TIBA B HE A 2208 84%, 78 B R MERR MERR T IR 4 )\
PR 21 2 B T TRBA A1) R R 2R 75%), 34 A T 2 A= A B A TR0 T 2 A5 A 0% I e B AR R
EHIFN[25]. Gibbons #5H:  “IEIT LA A KR . HLHIESA H &8 F 8 ALK TR, BRITJFGEHR
SR IE MR AR A R R T e B —— AR B H 2R A BT IR, 2 S nl miE -4 07 0]
REFT o 7 [25)AN I 75 B4R H B2, M SO A IR 1 A0 A s AR, T e L %) O 5 2 1 i ok
B0AIE[25] .

BT BIREOREE, AT AN R G AR R T TR N B TN AT SEHESE . %, X HARE A
BB TEARIEAT KA 22 41 2 B2 R A, A0 72 R DR A D PP GRECR B0 b 5 T e R R A ) « AR SR g AR 4
HEGEREIFS MK SCFA. RPMRITIR . ARG & IR = SR E AR =) LA G R AE A FE AR (24 h JR
TR MIMRER . AN HEM S AR S ) R, SRELE YRR B IR LN ZRAR . DL MR R
R DhRE R IR (MR R B L R oxdC FEIRGHEG A WREEIE A fie. PHEL/KMRBEILIR bsh. p-75 %0 PElE
R B IF] widA)II#5 DUE. JE4R SCFA SR ERR/KF B B U E N NFRE: DLFTIUE 24 h JR ¥R
AR B BRGNS 0 RN NG R B AT B I S e FRIR, WA R SR RN 25 27 D B AL (v B 42
TS MCMMs HIR-GHESE), I8t 58 R R S L 505 o A2 AN A TIN5 o 2 A8 B/ A
JCHCJT (e S EE, 3 AT RSN [R] B MR 2 G AE 25 08 IR 6 55 N ROARU P R80T Jy e o7 S8 3 HHE o
AT E . XL A% OAE TR R E VR AR B A X — AL E R 5 s IR B B 2% 27 > S04
A ——MCMMs $E4E 7 XA P KA AE ) - B A TR B B AL BRAR, AL 88 2% ) e I s 4
(R R B AR e B i 7 MR TN R RS P [25]. 55 “2B4R 7 s ai L a8 2 3] 7R [F, MCMMs £
TR Y AN AR R A EAE RS R, PB4 SR R AP R, X i R R I R R SR AT
WA
6. T “BETEER" BEAHEISRIT

B 5 (T G J 2 26 B0 B B CR BRI RS . SCFA P4 R 2 . il B BAsi (5 A P 4 i &),
— WAL [ (0 FRT BEAS 2 CARRWT T G BREA T o BT IR IE BRI T A SR LA SRR, AR SR —
BRI B AN AR S A A SR A Ry, B AR A R SRR

Bith—: SRR E M ——E A & AN ESGER) Phocaeicola vulgatus Witk. Whitaker S57E
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Science KL MBI AR, % TREUE R ZAN T L1 TR Z & E A FEER T A W R 1) T R DR 4
WK, AR R A T R e R AR R R, MRS E A 1 R I ek FL N 1T [24]
SE G B RIE R R O. formigenes AR, P.vulgatus 158 TOWAL NBEIGTEAZ O B RE L AUAFERL, RIRER
AR AR E VNS G E R RE ), HOE BN ) CAESI IR AL 1/2a Jim PR 058 T 43 250 1IE[24].
R A i SR R 2 R B ARk R, T ik P A M Rk R IR BE R IR G 1) B 4 Lacticaseibacillus casei Wk,
FLIRIRE BAT LE S50 K R Hh TR B IR A 45 40 UOAR 1) B R B A BE 0 1]

Wt —. WMEENRINER A SMFRIEE ——W N Faecalibacterium prausnitzii. 1% 18N giE +
TERFEEMN TR/ AEREZ —, HO# Liu % KR T Microbiome 1) 2 H 0o FEIIESE N 45 A B i b 2
FPRO B RN X Z T RN, G B FEWE F. prausnitzii M E. rectale B EW /D, 53
fERIIMAE SCFA ZKFFEAC. 24 h FRFEIGER Jsk/> DA K72 AR B ELAH G . 7 i B R PRE K RS A
T F. prausnitzii 7R ERDSENE CaOx A TURRFVE BES 0L, HAUE AR T B4 LipiE
SLC26A6 fia i HRIE L B E B BT IR [9]. JuAh, — It & kRS 44 25 1 22 ik DR A ik 9 adk—
2 MEE R A R RS, RS A xR B2 B R EE R Z 08 T F. prausnitzii, W3 T BRACH ThREZ
HAREE A T S B SL ORI R R [10]. 75 EER AR H IS, %0 P PR, HORMARER 7= il AT
SIS DR FEATD 2 77 Ml A 1Y) R

B = RSP R——IN Prevotella JEE K. Guo KK T Urolithiasis 11720 5 Fi /K bl
HUALAIE 78 R FH 4= 26 DR 41 SR BRIt TRV e Bl R B, Prevotella XF'E 245 A BA ML AR R08, §E H 12,
I B CD39°CD4'T 4iiffl 11 CD28 ik (/RN L1 -9.019%, P = 0.044), 246 1 - fufx
- B R PRS B R AR ROIEYE[12] . Prevotella 52 i 5N 38 i W38 85 VR QB J8 i DR, 31X — ORI I8 g 4
FNZE PIEIE B CD28 R4 T o2 4 M 73 A 0 R0 SR TR 1 1 23 BV B g% 2, AT A1) 5 U =
RAEMEEATE Y. GBI —. Z AR BGERE D RE A JEVINANE], 2 G 5 1 45 4 F il 7. T
PR AR R AN R ORGP 2

IR =R A TR = AN LEFE PRI RN, P. vulgatus (TR B A BRAR B /N I B8 Tty AR
JE)Z T B> S5 AT F. prausnitzii (SCFA 7742 5 B Bafs &)1 T BR ™ A s Ak 7 26 1 5 B DAIs
D BLIR 1) 57 A BRI, R IE S T BRI SLC26A6 B DM k7 Fi g 3 70wk, S —1E “ i
R AR T AR YR R O BN s Prevotella (9 17)ilId CD28-CD39*CD4™T 4 il B 1 B At S
e SN EZ N M AN N w4 1] 0k~ P ot 7/ G SR B PR E AW TR b QA ) ik 1 i
ZECTT S A B b L I e e PRI PR 2800 75 72 BB A RIS T 3R 47 R R IE

7. IGRFEURTS AR

SEENY SRS AP S T TSRS P HE 2 A ORI RN, (B R AL AL IR SR BERSUR AR S o L 5010
CAWIERR N R AR AT, TR TLIR I B B M A AT AE A T Sh R K R IR AR A
AR B LA, HARTRAE TYIPB B [1]. Zia LR LA IR R R BB AR, 3 RiX—
“HLED - IR VAR SR AT AR 1) HEARS A 2 —— P AT TR B i)
(2~42 f5il), AN A2 ARSI PR SRR IR o A5 8O AR A, HLBAGETH RO T 5 oI R R BIVE S R 2) AR AR
SHETT RS R —— R R B Z MR R G RTT, WSS, AR REaAF, 3
Bt L R Z AT LA s 3) IR i —— 2R 2 Mt TR 8 4~6 F, AN A2 DU K4 A 0 iid
e B A T L A2 E A NN s 4) ATl S M B £ 22 5 R —— T R A4 3 A 22
St AHBLAERT FERARIGIE L BT 0 IR0 A5 5) 2% mUAR AR IR £ 0 12 i PR A% 00 75 SR —— 2= A5 TEAE AT
FAAR AW 40 B RAE A 1, BRI B AR R PPl AR e, Il R R IEAS 2 [16]
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