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WAEOEFRAIZ L0, MG RIF R DFEZE 2T T, BRA BRPADRIERE HO D EDRWHL NI > TE
TWa., 20720, BATFHOBE? O MO IEVSERTH S Z LIIHLNTH S, SGEE 2 o i ilm A X
WMo—®&%27:E5TEY, HRALZOHHTIZR . D720, 25A % &0 72l R B ORI F0 b o
OFIE720 TR M L THRBBELCES VL) ICT L2 PN A LETH L LEZOENSL. TD72D
Wi, BT, T A IR DX ) RRBERET L LI RLON? ZDHTF AN AL EMHHT LI EAEET
H5bH. Trlx, =7 2B & ) BEIN L 722G PIRIE A5 EE A9 5 —WkJIH{HEE Deoxycholic Acid (DCA) 4%, BT
EREN L TP ADOREZRMET L2 RH LA 512, 205 TH#EE LT, DCA 2 IO I 2N Ml
#At & SASP (senescence-associated secretory phenotype) & FFEN A RIEWHT A v h A v 05wz &k
LWL DVIHNADRIERMET L2 EFZW ST L2 D, BIREWS L12, & hORE D I VWIiES 5 NASH
(non-alcoholic steatohepatitis) Z & H & T 5 HFNAD—FIZB W TIHFEMBIZHIEZ L & SASP BNFEINTWE D
Ebhot, FIT, AL, © MZBWTHIGICHES> TDCA AT AGWHIMAEIMT 4 Z &2X btk
DCA MBEEA ES-§5 2 & 2%, MEWIHED A DREREDFHHDO—2% D TE Rt EZ 7. EEEIZ, B MIBWw
TOHMIIEC N #ESZLT 5 2 L2, BRI AF 2B Uir 5 L #EHIcE&E TN 5 DCA BEN LA
TAHIENTTICHLNIENTWS I, 7, #EOHEDLS, DCARIKENADIV A 777 7 —D—DThbH
TEPRENTVD Y L Ladhs, KEPAZRIET 2 DCA EAMIZFE SN TE ST, DCAD LA A S =X L
WZOWTHIHL I ENTW ARV, KIFETIE, KBPABREDORENT 0 —F LR EH R Z T 5 2 & TREA
DFEREZX AT S DCA AR ZFE L, DCAIZX 2 KEARADORERELZHONICTLIEEZHME LTS,

7O

NI B AN A IERAWIRBECBWT, KBS AEE 67 Ah b3 R MY~ 7V 2IE L7, 51
DNA ZHi L, &ALy — 2 = ¥ % — MiSeq (Illumina) % 72 R# D * & 16S rRNA & f= T8 2 17 - 72.
M HTERICOWTIE, BRAKELSI AT Z Y 2B TBEREA s 9~ 75 7 4 —EEB45HE (UPLC-
MS/MS) % Fv 72 I ER E 2 17 - 72
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1. REDSABEIIB S Fusobacterium nucleatum \Z2\WC

KEDBAZBWTIE, BVEADYVRZ 7775 —=,kbN0 51T & LT Fusobacterium nucleatum 2335 2 T
BY, BEAOGFEBLWUSLPIZENRTWDEY., 22T, KENABEIZBIT S Fusobacterium nucleatum DAETE
BERHRLE A, £67 % TV AT ¥ T IVC Fusobacterium nucleatum DEAEDTER SNz, X512, KED
ADAT — T DHEATT 513 & Fusobacterium nucleatum DHEAHARDNL W2 L hbh o 72
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1. RGP ABE BT D Fusobacterium nucleatum.
A) RGP ABEIIBU 5 Fusobacterium nucleatum ') — N & BB OHE. KBEFARE 67 ANi2BWT,
1 2/3 O BFZ Fusobacterium nucleatum D3R%2 & N7z, B) Fusobacterium nucleatum % Fo KIGHs A BE
\ZB\WT, Fusobacterium nucleatum DAFIERII KRGS A DMITE (A7 —) IZHHIT5. P <001

DT EDNS, BHRADKEAA DK 2/3 B Fusobacterium nucleatum \2 X - THRIEIMEHE SN L KGBATH 5
WHEPE AR S N7z,

2. REMPABFEIZBITS DCA EAERIZIOWT

WIS, KEBDSABEICBIT 100 DCA #E & Ffliihod DCA EARICOW TR TAIz. T FE TIZ DCA #AER
L LT, Clostridium scindens, Clostridium hylemonae, Clostridium hiranonis, Clostridium sordellii, Clostridium
leptum O 5 FWEDPEEIZHE SN TVEZ L0 s, THOEDORBKERABZEOENIHFAEL TV L0 L) iz L
25, Ao DCA EAERZDD OPKREVBABZOBNICBIZ SN, LarL, IhoOROfFERLIiid DCA i
L OBICHBEBERIZEO SN o7, —HT, EWI T ADBITIIIBNT, v A2 S5 EBATELL
B9 % Clostridium Ariake &\ ) Wz AL TE Y, i~ 2128172880 DCA AR T 2w LiEgsh
720, FZT, KEBPABREIIBT S Clostridium Ariake DFEREZHRXTHAIZE S, REPABRBORBANT
Clostridium Ariake DTFAEDFER SN, S OHICHEMNMO DCA EAF I D D EFICHFLEL TWE I Ebh o7z,
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2. KBABEIZBIT S DCA #ER & Clostridium Ariake DE A,
KEDBABZIZBNT, BHO DCA AR X Y b Clostridium Ariake DIFFER D%\,

W2, FkxlZ, Fusobacterium nucleatum % ¥§72 7\ K A3 A BHIZ BT DCA AR R DCA A%, A DIIE%
fRHAES 5 W REPEIC DWW THGET L7z, Fusobacterium nucleatum % ¥Fs2o KIS A BE L ¥z WK A B E Tk
DCABEZRB L CARZDDOD, AELEIMASN R, o7, LH L, Fusobacterium nucleatum 7217 T <, [
UL KRB AERRMET 52 EDRMEENTVDS E coi lIZOWTHEHTHE, WNZFY 72 BEITHEOREAR



AR, WNT 79 7 28/ 2 WK ABE TIRIMA DCA BED FAMNRe, Clostridium Ariake DAFAER D E
WHEIHAR SN2, S5, ZNODREBBABEICBWTIZMmY DCA B L Clostridium Ariake DIEAER L ORI
PR OB BRI 5 L7z,
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3. KEHABFEIZBITAIMA DCA BE L Clostridium Ariake DE 4.
—HOREGHABE (Fusobacterium nucleatum, E. coli % ¥5727 ) 1B WT, it DCA W & Clostridium
Ariake O EIHI ARSIz,

VL E DN A S, Fusobacterium nucleatum % E. coli 35 L i W KB A A DIHEIZB W TIX, DCA 23D A
WS LTV ABWREMEDSZ 2 Sz, X512, 20 DCA DA Clostridium Ariake SEELRRE #HoTwb 2 &
HIRIE S N7z

Gth, BATY O TVE R T L L I, R ADOHMER KT 2 TL Y HBRLERIEONS EHIfFSh
% . Clostridium Ariake \ZMw~ 7 AZB T AT VBADOFKEICDEELRRTHLILEIRREINTVSLI E NG,
Clostridium Ariake % BB L, BALFHEE 2 H S 0ICT 5 2 L IIFRALZT TR KGR A DB TR DRSS
DOLVLEELHETH 5.
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AHFED S FBFIER L, DIAFIER DS AMTEIT A AR R D IR L=, HUGUBA R B A2 800 A W B 2 B %
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