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Abstract:

t b O NICIE L LR IBNME AV E R L TR D . 2R 6 G
AN S AR T 5 2 & THEIMAIBNAERER, TAabbENTI Y 2
FLAEIRL TS, BT Y 2T 2DMEEEZHERFT 5280 FOfE
B S A G5T 3 Z ENHEZEDDDHD ., IBNTIY ZF LDINT VA
MELILD & KREMIGEER KGR A & W o 22 IS B RO A5 53, 7L
NE—RLRIFRBE VS RBURBICOBNE Z LG I TS, 15
PNAITE 5 & 18 EAHEE DR D & ZBE§ 272007 Tu—F & LT, BRI
i OBIE T % MERNN IS 5 X 27 ) AT CH 525, ZHUTIA
T, PR R DA RE 2 SOe3 2 VR & a5 ST 5 2 4 Ko — 4
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1281 % 4 2R 0 — AR O ERKE . A 2 Ka s 7 327 202 X 5P
HEDOERFFI NS 7-0T4E DR FHAIZ DN TR 5,

The human intestinal tract has a wide variety of gut microbiota, which
interact with host cells to form a complex intestinal ecosystem. It is becoming clear
that maintaining the homeostasis of the intestinal ecosystem contributes to the
maintenance of human health. It has been reported that disruption of the intestinal
ecosystem can lead to not only intestinal-related disorders such as inflammatory
bowel disease and colorectal cancer, but also systemic diseases such as allergies
and metabolic disorders. Metagenomic analysis, which comprehensively analyzes
the genes of the gut microbiota, is the mainstream approach to understanding
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the interaction between the gut microbiota and host cells, but in addition to this,
metabolome analysis, which comprehensively analyzes metabolites that reflect
the function of the gut microbiota, plays a significant role in this research field.
Furthermore, metabolome approaches that integrate data obtained from both analyses
based on bioinformatics and mathematical analysis are beginning to elucidate the
full extent of how the intestinal ecosystem influences host homeostasis and disease
development. In this paper, I would like to introduce the contributions of metabolome
technologies in the field of gut microbiota research and recent efforts toward a full
understanding of the gut microbiota by metabologenomics.
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DETEIETHMAMEMAEEREZMEL T D, bhvbhoEREmIZE
AEYIERER DAL L. FRCOENRBEN & W o 7z [N S5 Th 23
LAEPIZIZSROME»ER LTS Y, b FOBEAICIE. &7 1,000 f
KT 38 JKMEI & R AHNME A E R L TOE L REE SR TEHD Y, 20K
bbb OB RERKRT 255 X7 30 kDKMl ED e 2nY, 20z
LG, = OUERE - RPHRZHE T H B K[ED Joshua Lederberg féi-f:
B, [BEEZOREMEMIZBERE OO BIEERSADMAZESEK
“superorganism” TH % | SHEEL T3 Y, WIS O S % M 5 &
FEEH, Th o2 EOE M & W E % &4 UCERICHAEEHT
5ZLT. ENICB T 2EMEERR. Tubb [IENTav2T74] %
BRLTWS (K1), BNTIY 27 3 REHIR O 2535 2 20D &
LIZZDOEFEEZHR L T2, SHE» 5 ORI A L 2 & 503 THE
T EICKDZDNNT VAN D & BRI ITRS IR 505 R 0 e R
N7 E OMMFIZBNHER 5 &8 2 6 N5 RIEMEEER KA A &
WoZzmE D DDFEEDOAL LT, fEEERLHOARIZREE. & 5123k
BB MER L W o 22 GVERIZO AN 2 2 EAWEIhTn3 Y, L
oo T BNT Y 2T LAOBFEISRRK T2 2 6 OPREAIEL < PR L
HIE$ 572901213, ZOMKERD 1 2TH 2 HENMEFEOHEBEIZ OWTHE
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15 PRI R 8 ARG 0D S 2 I 0 A, o3l e & & BRI BRI 4 5 2
LT, B AR EIN BN IS 2T 28R L T3 (H). HNME &S 8
FHAEY & 16 B & O AN X 0 EREFEESER SN2, —H, 2D/NT V2
BRI B & RIGRRC KA A & 22158 BEEEDO Ak 63, 7 LL ¥ — G
B L ORYMHEBORIEIZ O LN S () (BEHRE) O L TR .

SHIZREND 5,

NI TS 0Ty i USSR IE LI 5 T3k 4 Hl O TN MR
Ak R REHT o EE - KR UL 2 OEALFENER Y S Sk S 22 1R A RO
I35 HFOMERETH > 72h, HEREEEMEOF/EL RS h Th D,
Bk A TRGNME RO KRG A ILET S Z L 3RN#ETH 72, £ 24
2 RO MR TR EAT ORERIZ X 0 HNMEFE 7 & L ~OL THESE
WNCHENTS B 2 27 ) LR TFiE 25 2 LT, HEREMEME S G0 Ol
27 L LTI #F O RG A IURT 2 Z LA he L > 7= HNMIE
DA LT AT BHELLENME RO VDI 21ES K5 58D
Th B0, IHNHMERD E OB T HERENIZ/EH L THW 5021220 T
ALNTYAI)T b — LN E BT U CREET2REN DD, 51T,
T PN B 8 s T 2 BERERI AR L A5 R & U T L 2 RS E o1 #i 4
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A LR — LRI K RIS Z & T lBAMIES & EE L OMA
fERNCB§ 215 M AR5 Z k%, ARTIE. BT IY 27 20EE
PEMERFRORE L. € DBGEEIZTE 5 A% B R R BRI D0 T, IR
BB WA & T OWREER % HI8 3 £ 4 X0 — AT ORI BIZ B
BEEICOWTHEAT L L BIT, A 2RIV AL AR ) I 0 2 5B
b5 ET. IENE G AERNOREYE SR & BN R O B(E 71
X & % B & T, RGN O BRERR R 2 HIg 4 2 2 R a7/ 3
5 ZADHAEIZDONTEEBET 3,

1 BRIV XTFTLDNT D IEEL S -5 TEEHERE
& X &R O— LEE
JANTZ Y 2T LDINT V ZHEP S BRI D 508 5 Z & AR
HINTWB Y, [FEDF 7 L 8E L IGNMEHEDOTLAN DRI KB &
FZ BN TR REMEER (IBD) Tk, EEMOBENERE L TZhE
TILBERO—EELRARE IR TWE Y, LarLARS, vYZEFILIC
BOWTHFEOBZTREOATIIBRIZEHRIIEL 2N &2 6. HAMEF
HBORNR T AN 2G5 E OB BRROE G 28RBS Tnd, $F5H,
IBD & OIFNMR 32 DERIEME N LTl D, #icNs 747 7 —
COLRMEMSBML TWBZ EAMEEh T Y, [@HEL IBD BEOH
WERBEIZ DWW T T S TH D, IBD BF X EEABNME RO 1 5T
# % Clostridiales H Ml E B2 A LT3 Z &Rl X hTng 0w,
Clostridiales HAETIZHEERAEIZ BT, RIFILE OMHNZZF 53 2 il
T M (T, M) OMEEEEZ S Z &AW T zn 29 5HR
MO 22 R O 2 2 R a — LTI &K D, Clostridiales HAllR#E2 &
PIHEHE D FERFACHNC K 0 PEA ¢ 2 58N O —FE T & B HEHE LS. T, Ml
DAL E TEY 2 3T 4 v 21T 2 ZEDNMAE -7, s
L. IBDO—HMTH 527 0—iREEOEN» L&, OPENMEO —MTH
% Klebsiella pneumoniae B S 3 Z L NME XN TWE Y, ME~Y 24
W72 5. AFZA v 4 —T7 20y y &PEET 55— Tl (T,1
M) N AR AT 5 Z LAk 5 72, IL-10 RiE~v™ 2 & H

KEIO SFC JOURNAL Vol.22 No.2 2022
219



it SFC 234 F O#Lh

W 5 AREFEDOIGNANDEFIZ LD Tyl Mifao 3 {bifE4 it L2k
Wi i3 7= Z & 5> 6 Clostridiales HMllEHE QWA 12 & 5 T, MlaDOWA & |
Klebsiella pneumoniae (= & % Tyl M@ ¥ENIA3, IBD FEAEIZB 53 5 ol GE 1
AIRIE X7z,

IBD O—FT &b % 5k 2 (Ulcerative colitis : UC) 1249 5 Al 4R
WBREE L U T, R P F Al i (Fecal Microbiota Transplantation :
FMT) 23 EH BT 5, FMT 2EH ShizZ 52 iHd, 2013 FFIChim s
EHMEOBERME 2 a2 VYU 4 - Ty T 4 VIVEEGSE (AIEYERIE ) 12Xt
THEFEL LT 74 2 LIEGABRIC B0 THY 90 % & ORTER 2D 5
N7=ZLTH3 ", UCIZHT % FMT OEFBEIFRIZONTIZE, 2015 412 2
DD T v & LMUIBGRBRORER P WE Shiz, BRFENZ LIZ, 2D 220
BRIRARER CIIAE RSN E AL 5 TH D, 77 XD Moayyedi 5 D5 TiZ, FMT
BB VT UC OEBEAHEIZTENE VI BDTH 720X L ", + 5
¥ & D Rossen b DWETIX, UCIZH T 5 FMT DEEMHIZRD S hishr >
729 ZO% Ishikawa 54, 7EF LYY - Rk AKTA4 LY - A bu=g
V=L D 3 ARRA YIRS (AFM) % UC 3528 2 HAAR L 72 #4212 FMT %52
Mg % A-FMT B2k 0. AihEaR 7=, sHic, TG o —b
THD/37Tu4 T AROER EIEEFIRE OBICIEOHMEAH 5 Z L %W 5
MZLY MAT, BEOHPL TIED &, WBERMik, &%V 3R
DIEFHFEFANTFMT #E5id 5 Z & TRWIREIRB B O h 522 M
ki, 724 —2 7Y 7O Paramosthy 513, 3~7 %D FF—
fHERA L7zv L F FF—fi&HW: FMT % UC BBEIZHEEL., 7oA
R ZOESIZUCITHT % FMT 220 T2 0a RS — T
3B 2EDDRD SN, ZTOMROGFHHEIZ OV TTFEERORIIITR SN
T3 ENMIE R ORIED UCHBIC DA 2R R H 5 LB A 6015,

FMT OWHGEE LT, A5 ) =2 BENOREF = v 7 K4~ PRI
WIRICOWTEMEL H 5, BHEOHNAHKDZNRIEIH 5~ 10% TH 5D
IZxHL. i PD—1 PiRG EDRIEF = v 7 KA v b HFEIT LB 20 ~
30% &, WHEDOPIBAFEIRTENRIZ2HLUETHBZE DD, HHRNR
IAANZER DD Z ERHEN TS, ZhE TORNMEFEEIZE T, wWEF
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v 7 KA Y MHEEGEIC XD 2 ORIRL EEE O O R L
U ¢, MEFED ZRMEAYENN T &R, Bifidobacterium JEF ¥ & UF Akkermansia
JEHE &0 5 7 EDIBNMIE A LN Z LR bR Tng PP, 725512,
GIEF v 7 RA Y MHERGRICK ORI GO A 5727/ —v
FHITH LT, BEIRPRD 5N BEOHE FMT ICK D BT 5 Z & T,
BEORIEF x v 7 K4 v FHEEGEIZ X DK 3 BOBE T Z ORI’
bNBEINTHBZLEWMEIA TS DY, ZhA5DFMT iFEIZHWT
A AR — LRI RFNETH 5720, FMT LEF = v 7 KA~ MHESE
BERIFRIZ 1) BN E ORENZ DN TSRO S h b,
—77. FMT OGP OWTEFEHAIES T8 WS & 5. ZAlIIER
MAERFERO K+ =25 FMT 220 2BEPEHIMVEIC LD ATE Ly — 2
AOKIET 1S x 7z HERATERTYERGE Fo & OBREH 6 3% (GVHD)
BEND FMT ik A2 Ffi L 72 & 2 A, Kk CRIERZIRETH - 7218
HENLHTO, H2HPHEIIEE LD, 2O B 1ANAELE, Th6D
RGO 6 B RIEPIRRL B 5 2 4 v — ¥ (ESBL) FEA K H 2 ety
I THD., RRBIZIWT F - — D £ Hlit P R 13 R T hE T b - 72,
ESBL KW O % IR ITOKETHY 3%, HARICEWTIZ15% Th 5 Z
G, fEHEH P T — 2360 5 FHT 0 L Al E R R O BBV S H &
%57, KEIRMEESSE (FDA) 3AG6 %5217, »i< & d ESBL EA
KIGE /Sy a4 2 VI ERGERIE . F 07N~ 2 R A B R B %0
FU) ViR E T PO ERE O THAREE AL, FMT FFr—& L
Ytk L Tna,

2 BRIOVATLDERENG H-6T2EMEEREE XA 2RO
— LR
WAERNMO—3& % 72 £ 5 T B IR R E, BRI L & Vo 72250
R, ZOREBRSPRAD 8 A2 1 A b T 318 HEE R
WTCEHNZ AL 2T 2DOHNPELSBEG LTS Z el I Tn
208 LT F VMR T HER L I~ 7 2 (ob/ob < 7 2) DGR % .
MEFBREL N CRIE L OB AR vy 2108 E 3¢5 L, By 20
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A %2 S S B2 KD SARICKRESEINT 2 Z e AW 6 » Lk
572, —Ji. ob/ob 7 ZNHUEWE & P54 B T & TR A R
T 5E&, PIAEWERNBLD ob/ob ~ 7 2 & Mol UCTHFARRG R IMLAE LPS S 2
KL, HFiED 7Y 3 =7 v &RMIED T 7 4 K1 o F VIR 722
e, PUEYEIC & B IHNHER O BRI E 0b/ob ~ 7 Z DIt BEHE DU IZ
RN D B Z LR E NP, FWORADM T OG- 0% 8
FEhpENTHs D, W05 5 —-Foml, &5 —-AreEMloxX7ore b
A R o & D~ 7 222 N T NES S GRFAERCTHHE L7256, ~
YARZHLTNOD FF — ORI E RS 5 Z LMoL ko7, BEkE
WZ &S, IhbO~y 2K - SR 2 5 2 2200, AU
Wi EE SH v I T D F EORBIRZ 5 7255, IR A % 2
B SEY T 23R HOLNMFE#IED &, ARG R SEmIZs S
ZEBWE L ES2Y, ZOZERS, HEORBETAUIISNANGE L
THEOMAG DRI & > THIFIRE T H % WHEMEAVURIE S iz,
Zofizy, NEEE T~ Y 2 OBGENMEFREGE A S, R BN
& AT Z OMITE B~ 100 ~ 1000 25D 1S3k A LT 2 BNl & L T
Akkermansia muciniphila 73E XT3 %, A, muciniphila %~ 7 2120
535 ZLT, JEWIZE->TAHEC S A v 2) VIEPIEREOER E Vv -
72ABR) oYY FU—LDOERERHETE DI EWRRIN/ZT LN D,
AEIZ e MW T EEEROTHRWEE A 24 AR < & 2 iThet:
Md B, e OMERIRKKZ BT B IEPHIE & BMIfifE ORIz OWT
DE|EL H D, 416 MOM T % &L 1,000 LLEDOFEHS > TILD X 27 ) LfiE
Hi7» 5. Christensenellaceae FHIIE O AFLE &I “IIPRENLE 5 L & R T
—PIPEARAERLE S UCHBIL TH D, & 722 OAHAERIZIS BMI i & 1EOFHEY
NddIENMEINTND, FRIC, BE~v 2 &zt MERERE
75, Christensenellaceae FHll IR O E 5 23 ERI M OPNEIZFH 545 Z & H
W5 &t o7 thELAO 2 BIFERIEHE 543 2 INRIIE D £ 2 7 )
LRI ME SN THED, YZim L DFEE S M L 72 metagenome-wide
association study (MGWAS) 12 & 0 RFHERE & o Pl i 20 6 Fy 7z U 7z 50 il
DIGENMIFE ~ — # — BIZ TR IEDWT, 2 BRI FEEE Y 2 2 2345 1] 5E
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ThHIEEWETN TS, FAkD 2 MFERRE T+ — bfZEs T —oy
INTEFEmINTEHY, BIKENZ L1237 —v v S AD 2 BIPERIBFRE Y 2
7 HGIA 1%, REIAO T K — LT R Z U7z 50 DG ~ — 77 —
WETFRL IR LTV, ZoZers, BNMEE 7T 7 7 4 Mok
S 2 HIBEIRIRHRAE ) 2 2 OTFHIT T 2T 51213, AFREMRMEED
i FRFRHIRZE &0 BRI & B4 2 REAVRE Shiz,

BHANFEDORKAEFEHERD ) 27 250 TnWAZ LRIk 05
NTOBRR, LY F U AEEORBHBKOT) VRFENPIZZGEND L
— W =F Y EBIT 5 EHAMIEIZ KD Y A FILT IV (trimethylamine :
TMA) 12 S, HLE» SN X 7z TMA 28 & SITHFIET MY X F L
7 2V -N- 4% F (trimethylamine N-oxide : TMAO) I\ &h 5 Z & T,
7 70— LBk A (RS B Z &AL, v 2 &R W EZERR e N MO
AR = LFEFE OS2 285 T3 % Bk Z Lo, BRI
TN AR T, BNMTEIZ K 5 TMA pEA R % B E§ 2 3841 % <
Y 2RO G- 55 2L TEORERENRITE 22 &2 6 IR % 1
()& U 7= 872 2 RISRIC D 25 53 5 AT HEMEAS G X gz 0,

F 7L OB U T3 AT HWRE D HNEIIC 5 2 2 28 E B
e Tk, RKETHOWERSZ ALHWRTH 29 5V v OERHIGN
MDA T U TIHHRE DB AL 2w 2 & HOFEIC LD
WEENTWE Y, € MIBOTIATHRR A RIICEIR L Th 5 Al
MUBERE A3 S BRI B 2 Z &R STl D, A LHWROEEGE: T3,
MBERED AL T AN (L ARy & —) &, BlLLAWA JEL 2RV 4 —) 27
fEL, ZOENZE L E LDOIENMER T T 7 7 A VISRE$T2Z L85
eoT0B Y, BERNO T s % FULAIOBEUZ DWW T & HNE
WIC5 A 2 EMMEt SN TH D, v ZET MW TIALAIO EE
WA #E D 2L % T U TR s DO FRE &9 Z &R, TR0 MRS - &
STARERY v oYY Fu—LERESIZEITZE e HE X TNE Y,

TEMERO 1D Th 5 HEZ X2 b 5 4REOFIECIZNME RO LR
NET 52 WME SN TS, IR~ Y 212 poly (I:C) # MEWENFES- L
RHAGZZ WML 5 Z & T 2OV EEREREETSET LY
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ZAZ BT, IHNME RO 16S rRNA BEFHED X 2 7 ) L@ K OIiL
DX AR = LT 2T 5728 2 A AP 7 20N DL (dysbiosis)
DFE ) THREOIK N A & 2 ORI 2 6 FEA X h B IR ARE
YWED 1 DTH 5 4-ethylphenylsulfate 2 HE N2 S IHIZFEITT 5 Z & TH
FIERER 2 BT 52 e ohn 572", Zok X, IHEN) 7HbEs
WE T 5 & 9 % Bacteroides fragilis & 7 a/NA X T 4 72 2D X5 12555 &
1M1 4-ethylphenylsulfate IR MK T L, 24Ut THPREARAEIR & &%
ENZ D, Tund LT 4 2 ZERUC X 2HNT I Y 2T LDOBED,
EIENEGRED 2 — 7 LD 1 D& & B AR RIE X7z,

P s & I A 8 & OB & W S Tl 0, NI & e
&N B 4 DFRAFREDE A& o O FERE R B4 I B b 5 T BePE A RIE X
NTW3 Y, bhbIUIHALKFERERR TRt ORISR SR S & O
HEIRIZED, G772V EEBICIABARBEET LYY ZITH T,
TRINICE RS 2 R EFEVVE A3 T2 HR 2> £ 8 R A o A R 2 R A 2 D
T AA RO —AFHIZE DS 22U Y, & 1S RRARIZH WS R
ZLE7a by ORIEBEIC LD IBNEREE 4 G515 L. BEARDRE 2
AT EWHETELZ LA A X KT —ARICE OS2, BARER
FEIZ X BHNMIE#EORLh 2L E 7 a 2 b VEBRIC KD SEE X, 2 ORER
M D4 > F % OB R BRI &\ - 22 15 P B 5 FH I O SR F i P e e
PEFLZZED, BARREZ AT OEEEIZ DA e EI 6N 5,

HORIEREED 1 D Th % LML & BN & OBIfRIZOVWTE
WA B0, ZRUEMLIED~ Y 2T FILTH B F2ER N E C RSN Bis
(experimental autoimmune encephalomyelitis : EAE) v & Z IZJERIE: D P
PVE % HH X % 2 & TN SR A2 L. 2 OR5R EAE ORIK 2
ATHABIET T2 EARETN TS 7, vy 259 EZIZI3 EAE
EHIHIS 20 VSIS B Z RN LB > TH D, BERKIZ B
BENED) USEROIZIE, P T N7 7 GHIETH BT — LR
LA FEZHIR (aryl hydrocarbon receptor : AhR) ) v FAEBETH S I &
B AART— ARTIC KOS &g, BRI 2RI LIERE O
MR #IC DWW T MET STl 0. IENMITR O 2 MV S L RIRE
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Eo=d D0, BENOBAMEZDIZS DX, @HEDThED KX
otz Z En b, HEEE ORGP FRE G 2 (dysbiosis) A3 U TV % T HE
PRIz, ficruz b ) vy a@MEROhD s 5 282 -1V R
XIVa IZJE 3 2 AMERE 2 2 R LERER TR L TH D, Zh s DN
I3 IRRE % PEAET 5 2 & T T, MO MUASIC 5§ 5 Z e b L i
STWBHZ S P G #ZL LARRERIE & OREIZOVWT & 5 4
BWFROMEEL B XN 5,

3 *X&AOF/IyAT7TO-F

i F—NE PR A AL & E U < BR4 2 7201213, ED &S &iaN
MR 23 A AR L T d &S 22N S ORI A T, 2h
ENED LD BREWEEHEEL TOBDONIZONTEHBUEND B, 7
ZTbhhbiud, A & N A D IR AN ERIL L 22 fF BRI D0
T PR D 2 2 R0 — L@l SRR F D x 2 7 0 AR % i
L. Boh7z7 — 2 & 50 - HHF0ICHAA DY B 2 & THRENISHA R
Wiafrs [xaKay s3I0 2] 25ELE (X2)" P, KFEETR, [
AT — B8R 2 S BN b 7 > TR S 7= 25 & ORERFIH » T
FHS L. BRAMENI K S X 4 R0 — AR kR —r vy —12k 5
MG T A2 T L, 195 N EN S e . IHAMERERIZ O W T,
TN ML O &1l 7 — 2 OB 2175 Z & T, MR ONENERELD
FBATE S 2123 5, REMAERERICOW TR, OFRS 5. OHB 50T
OGRS ENT 2 FEhE L. IR HRERIC O W TE,. © UniFrac i@, @
534, @ PICRUSE f##fr (MR B2 56D < Bz re vl 2175 2
ET. TNTIOMHIC I T 2 IHNERBEOR A R, & 5ICRsRH %
> 72 WP R s ) & GRS O & Wb Z 8T, OFar 525
RN, OB, % v b7 — 2 RSO AT A FhE L. P
CAHE & OBE AT 5., RFEIC K 0SS WP E R IHN
MIERE IS, BEER b3 4 4 — PP, & 5ICIIRGE T LI IR
#RWTEOMEEAMGET 2 Z & T, 18 E— WM AE B AR F O RE &
HEMZT TR0 218520 TE S,
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DRELEER © ©® _—

PC1 =

BRIVLIULY | TAYSRATA ESIN R iy FHEEARAT
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PCol PO
MR =R i i) i
- EMEROBNTER =

M2 *&ZFKROF/IJAT7TO-FOHE
v N REOME & HERA Y 7)) VL, BERAIENS & A RNREIE D x 2 Ko
— o e . KR =7 v = X BIBNHIE D X 27 ) LM EEL, K40
i 6 6N — 2 &5 - PSR AT 2175 2 & T, HNBRO 2
R4 % (B3R 51) &0 CC-BY I2HD 2 W),

4 XERAOF/IJZAT7TO-FICLVEAL »ICE - 2B
KEHPAT—H—

N O ELAUS LB IBD DAL S F, KA KEAELHET S
T4 LR B OIRERIEICB 545 Z & G ST 5, FHCHKERO
JRIAE & U TS B Fusobacterium nucleatum 73, j(ﬂ%fﬁ/ufﬁ%@@qjl:%
B <RINEN B ZENThETILBE IR TS P, KEnA
KGR Y =7 (BE) 2> 5 RiENRA &R TEITRANERIET 5 (gﬁxﬁr@\é
MA)e ZNETETLZRERAIZT O TEHET AMIE IV O RE S h
Tz R, KIERY — 7 () RORIENR A & WS 72 R A 7 — 0 TR S

226



(B4 IAB 2 ONE7L< A+ 44 20 2]
BN ITTE S Fo 1 B A 45K 1 — AR fi oD Bk

2B IS BT 2 WG I3 5 72, 2 2 Thhvbiud, KRR
SRR R EN AR AT v 2 — RO BN E Bz 5 KO
WA E B Lo o I EMERIRZ 5 & 2. KLNESIRE % 2
L7z 616 A DOWBE A RR L LT, HEEET v 7 — P R KGN SR T
R L ORIRERE YT, NHEMMATOF 2L L 72, 55 N7=/EH
RiconwTxaRay ) 3727 7 a—FIZ KO MFRNFENT & FhE L 722 2
A, KERADZT = DI & > THEBP OGN RCIGHE A K E < Bk b
ZENME DR ST T FHIKBES A DS BIERE2S ABFIZ BT K
BAEBHS ZMEOEH 707 74 LB KEL 22236 BZ 8
bhkiso7z, 1DHIE, REARADZ T — Uit &, WxOETE
LRI 538 =2 TH 0., ZD%LIEF. nucleatum X Peplostreptococcus
stomatis 75 £ WUTHEAT R A THEREN LN T L AHE ST S HlllE
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