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Clostridioides difficile infection and novel therapies focusing on bacterial flora.
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Clostridioides difficile (C. difficile) (33N D
BEENE 7T A B AR T PR B IR Ge T IRAE O
FEBFERO—DTH S, /2. HHIED FHID
JEIK & L OIS %o SKETIXAERK 50
Ttk @ C. difficile &44E (CDI) DFEHE L . 15,000 ~
30,000 A / 4F- CDIZ B L 7238 A5 #his T
BY MY 4 CDLIZENALZ [bD 3 FL G 12 m 5
BIEYED —DTH b CDLIFLIPLHESEDO M &
B L CRIET A2 L HMONTE Y. BN
EZDORBPOMENEDDL ZEDRFDO—REE Z
S5NTW3 Y, LA, CDLIZHT 2 hk 4 % i HsHF
78 - BFESNTE Y. KR CTILIRIHE MR % F
L7z CDIICHR§ 2 i OIHFEIT DOV TR L T
AR

L. IRTEDEHE

PEsk CDI XS % iEéix. C. difficile \ZxF L Cl&
SWAEAT HIREDOER G 2HLTH Y. KO H
ﬁm%ﬁii %% 6 N HARBRGE A XA B LT

LBEHA R4 /I2BWTh, FEEEFTII A

FU:VY—WWW\EEWTuNy:74>VW
RASENZNHBFEOE-BINE Lo TV D Y L
L. 29 LBEEHEEICBW T, MEEo B
WA, HEHEO CDI I & ) RS ZET S
Nb, CDLICHLTA ba=FV— VN, F7-1d
Nra<A Yy NRINEEE 60 HUINICA R L b
20 ~ 30% DIEBI THIEIHEZ 572 & T F TITHR
HBENTWD Y, FHME CDLICHT 2 iEHE LT,

RKIEOHA KL Tl Nva~wfL T YHkRdD L
74 7F V<4 Y YWIRDPE—EIRE 2o T
5o F72. PLC difficile b ¥ ¥ BIUKEAITH 5
NAT b7 A THHIE) A7 DFEWEHBE NS
BHITBT % CDIOHFEMH & LT, AF T
2017 AR ICARFR S NTH Y. CDIICH T 2 B 3in
EDPHIEEE LTHWD Z EXWHEE % 572,
NZ° b7 A= 7O CDIFZEHIHIRh R, 4 MR
iR B (MODIFY I study, MODIFY II study) {Z$
WTHEES I, 77 2RI LTARIT b7 AT
FHTEICBVTIEB L2 10% DR O AR
DOHNTWE Y, LeLAadys, 29 LEHEEY
boTLTH, ZOREWFEZ A BITHIEN CDIIZ
T HEBIINELET Ay P == AL EDLEL %
(E A

CDIZx 9 % PUi HiE #5112, CDI F¥Eh%iE 2
AEHOUNEDE LT, PLRZED C. difficile ~DIL
WIEH DAL 69, IEE 2 ENMRZENDIEH T %
LT, BNREEEAIEL I ENEZLNTY
bo fEERBNEREE T Tk, EEEOMRICLEL
Whwb EER LSS “symbiont” AETE L
WM FZEZ TR T 5 2 & T C. difficile %13 Lo &
T RMWEROHEHZIHI L T b, Ll BITT
APLW I L D 2 9 L7 symbiont 2599843 %
ZET. C difficile Z i3 U0 E L7WREM G35
“pathobiont” 23T AL EZOLNTWVWE, T9HL
72 symbiont & pathobiont D AN 1X, CDI H# %
HIE L-MREFERHICBVWTHRID 5 5, EB
(2. CDIEF B W T WNMIR # DO Z M DL
%, ¥#IZ Bacteroidetes [, Firmicutes PO 453
B#eLTHEEhTws”, 72, Nraxfy
YOG X ), Firmicutes . Bacteroidetes
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. Actinobacteria "J2%J#4> L. Proteobacteria ["] 2%
BnsaslHEahThy, BONyaxf L
RBELT, 74 5F v~ A4 ¥ V3B ENDE
BT L C. difficile DFEFE) A7 30w e
HENTWD Y, CDI OFEIFEAEH O FFHFIT 15
~30% & B <. ) LER O GHRE ORI
SHIZEVESINTV S, JURBEMBICL D BIES
NN ORIBIIE 1 ~ 2 205 2 &8
%<, BT LZEEFEDL X OMBNIZ CDI %
T2 vbhTwd Y 2ok, EF%E
AR 2~ b 2B % AT TR OPIRIEEHR I B W
TIE BVHEREREPKEZBEEEOVEDTH S,

I il EMERGE

Ridinilazole (Summit Therapeutics L) (. CDI ®
ERCEHEL 72, XD ENEOEWIRETH S
CDI O #)iHiA# & L T Ridinilazole % 10 H R L
TeWFEClE. G- SNBED 3% Nvax Ay
YPGRETIE 70%) A% 30 HER SRR E 2 7R L.
Ny avA Y RS HE R VMBEEOSHED
MeFF sz ¥

II. BEMEYBIEEE
(Fecal Microbiota Transplantation; FMT)

CDI P38 2 B <7012, N oG £ 721315 A
WHEDNTG Y A% ESEL T ENLEIIR D, 1
DONikE UTHRMEREWSERA (FMT) 2% 5
N5 R R FEP OMEEZ BEOHLE ICERE
BT 25ZET, BEEZRL TV EBEORNME
FEEUHTHEVIWMSIIOLHETH Y, 2013
FEICHZENE CDLICH L CTHAFOMRERELED S
¥ F MERRBICB VT, BRAURES 22 &
TRELFEHEN2 Y, FMT Tl Bacteroides J&. JF
F# M Clostridium /&, Prevotella )& 7z & D&% %
HSk OME 2B At 2 & T H#BELS N NI
HFrWET S LICXY C difficile BAEHFLIZ W
BBRE ST A LR HIRLTW D Y, RE&
YeiEF 4y (IDSA) B X OSKEIE#ESF 4 (SHEA)
DBATOHTA F54 ¥ Tid, FZMECDIICH LT
FMT 28iE#GER E L ORI TWDE ¥y — T,
FMTIZBWT, FFr—=D26 LI ¥xy MAEBEN

(10)

BREGE R RIS AU A7 R, &G HER#EY L N
F=A7 ) == Y TEMRELI R T RnE v
72 EDRETH S . FMT ORAEHIZBI 5[
Mz E L. REfmESREWMF (FDA) &, FMT
OBMRER AL H$tx RET L L HIT, L%
EEEZEZONDLEETAWEA] (T4 TN 4G
# - Live Biotherapeutic Products; LBP) DB % 3%
L7z 7

N. SA4TINA F8EE ;
Live Biotherapeutic Products; LBP

LBP &3, MM R#ERE: E0A & 1AM E &
YA O L THDH, FDAILLBP &4 & 7k
WxaEHh REOTH, WEEENET LT 75
DA D AWy g 5 & e L7z,

LBP 348 E 0w & E AHEAEH L2235 Bk 7%
NG Y A%RE, CDIOFIEIEICHWSON S, £
7z LBP X SN B Bt s e e . /N s
AL T SR B B 72 & DAL ER R BT A %8 b
EITHTH %,

FDATIILBP ZEH M LTHEHLTWwAE 2D
s e B 2 N T b BN LIS
TWwa Z &, BETRPBEICHGICHERL TV 2
e EPMbNITWSE, /2. &I K. 0
fofEH TG S, BEAIREILS N RikE
AL THEESNSLZ L%\, TORIEIE, B
W SN HFEDHRICK & SRFFET %,

LBP I3 #E#BMRIC LY, N —HkOMEED
#15 (donor-derived microbiota products) & 4FED
T 12 X %354 (defined microbial components) @
KEL 221K BIEN S,

LBP 121% CDI 5 PR 0 7= DIZFEH O b D55
{2dH Y. BAE REBYOTA (fecal microbiota live-
jslm; [HFR : RBX2660. #&F5:RBL) 3 X U8 VOWST (IH
B SER-109) @ 2 2SS FDAIZ X D ARGEE L Tw
5 (B®1),

1. REBYOTA (RBL)

Ferring #1:4% T ® Rebiotix #1:A3F% L 72 REBYOTA
k. FREEYE CDIE#ESE & LT 2022 4F 11 H 12 FDA
WAKGE SN 3B LBP Td % AB I 150mL &
A B T 2 A R N —ORMEIZH



257

Donor-derived

| REBYOTA(RBX2660)

microbiota products

| VOWST(SER-109)

| RBX7455

Defined microbial |

components

| NTCD-M3(VP20624)

| ADS024(ART24))

b

[
L] ®&OAE

1 BHED T A4 T3 iR EE O RIFEIRN

¥9 % 1mL &H72 0% 10" HOBMAEW»EETh T
bo 1HGTOMMTX LEERAE LCiftsh
TWwh,

RBL O R #AER & L Tt 2 172 PUNCH CD ik
Bcid, M1 MU EOHEOH S CDIEEI
xf LCRBL % 2 M5 L7214, 87.1% (27/31) @
BENSHBICHEERO R o721 & AR
(PUNCH CD2) Tl KEE #+ 5 D 29 O EHEHE
BICHEMi S N, RRBRTIEE 22 2 WLl o CDI
BRDSD Y, ERFEOTIW LG %17 - 72 B H
FRRAREESTLEMECDIA2HU LD - 2R
HhEMG L LT, RBL OEHRNEIHGE S L7z
KREIE, F—F v IRVRETH Y. RBLEIZS
HHT789% DERFETH 72D L. T
1230.7% TdH - 72 (P<0.0001), HEHEG L LTI,
B HE A & W& B O WAL SHE R AT ISR S 7z
A5, RBLOABMEZE W EARE NI, KR
M6 2 Ak, 12200 Hk, 24 2 HBOEFEFRIZZ
NZENI7%. 95%. 91% L FmL. BN RERT
Bigh AR 8N 7zo 72 RBL#&5% 1AM DIAIC
MR #E O mIE (rebiosis) 2T 0, ek 24 7 H
RRELIREZHEF T2 EDVREN TS ¥,

RBL i%. #5 IIb #13AB% (PUNCH CD2) 3 X U4
III #1#AB% (PUNCH CD3) I2BW T, 7JtRE& Lk
LT CDIDHEFELZLTSELI LI REINT, &
1B MR Tl P53 RBL 28 18.8%. 7 J &AM
51.8% 725 725 45 I MIFABR Tld. P53 1L RBL
M 111%. 75 LRI 364% TdH - 72 (P=0.002),

(11)

IS DR HEA S RBL A% CDI A OMIHIR F05%
BT EARENT,

2. VOWST

VOWST (. Seres Therapeutics 2B % L 72 4%
1 LBP T, F%1%E CDLICK T 2 Pl 3G %O B
HIZBIT A CDIFHi& LCTKE FDAIZ X ) KRS
NTWb, RAENE, R M- — Ik T 54 &
72 Firmicutes f'TOME O+ THER S Tw5b,
T CDI K3 2 PUR SR H#E %, 2 ~ 4 HDUNIS
BOA 7R VAlE LTS 85, VOWST IZHLR
P D727 TV 7 AT T A RO
L. ZO% 3 HEEHR T H 1 MZBERIZ4 7%
VRIS T 5 0END D, 5 1THRE T,
VOWST (2 8 # H 12 96.7% @ CDI DGR3 % 3%
L. BEMEDBIFTHo7" 4 I AHRETIZ.
CDI DSR2 RS 5 & v 9 T EFFGE H (30E %
ENhdolz, Thid, VOWST @085 (Hkk:
1% 10°) BXUIZEA L DOWERH THMIZ PCR
MEPBEHA SN/ 2720 LEZ 5N TS, EITHE
2ok, 7 RELELTVOWST #4537
65 UL LOBEOFIENFEIK T L (Fhe
M 452 % vs 80 %. RR, 1.77; 95 % CI: 1.11-2.81)
VOWST I RN ICEE T 52 & T, CDI
FEOWA (P<0.05) B X O R IAH B o B
(P<0.0001) &AHBIL Tw7z ™,

VOWST o % TIb/II1 #HERER T ld. BH o 1%k
10 L CZORR IS NI, 2D
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ECOSPOR III iR, #7: 12 2> A #IC 3 mEL Lo
CDI % 38E L 72 B8 182 % & %3 G & L7248 T AR
BcTdhH, VOWST % 1 H 457t 3HEES
L7-8a s 77 R2 L., 8HME To CDIH
FRT B AL REMEAIRE N 2P, Z0%)
Fix 248 F CTHiBEL72* RBL & [AARIC, BHES
N7 FENOBATIZ RN Z ) . JEITEE o RN
L2 RS O E & R 72,

3. CP101

KE @ Finch therapeutics i FMT O A H
DWFFE % AT\, CDI H O 14 18 #5) CP101 % B
& L7zo CP101 1ZfEHER K —fHz & A, MR#ED
ZHkME% B, CDI % PR % ™ CP101 O 513,
BixEOLE LR 10 7V Z2 1 %S T 5,
CP101 i& PRISM3, PRISM-EXT ® 2 D ®#5 11 Mk
Brix4r- 72", PRISMS3 iklfi3. CDI FFsEHICE
WC, BUEPURESEREE O 1412 CP101 2 #% 5-9 % fi
Vel —HEWILRBRTH - 720 ARBRTIX, 657%
DT CDI SO A 7 SE\ @RS CDI B
F 7213 2 [WPL E O CDI % fe8k L 72 g 238 &k
ENi. BEF198 B BHEMNEFI N, BN L
CDI W@ T, 2 HU E&E#HE L TH 5 CP101 £
72T REROKG SN, REFHEEATH
% 83 H® CDI £F5% 1L, CP101 # (74.5%) &
77 R (615%) THEICE . 24 8H £ THE
e, 720 #5 EARDAIC, CP101 £ 5-5
TIE 77 v ARBE L B LT, 16SrRNA & = 1-F 4l
HWEIZX B aZhiltb e~ A4 20N F— 2 LMD
BmABig s, oI 8 MM F TR L 720
PRISM3 C CDI 28Fi %8 L 72#£12. CP101 @ 2 [ H
G L2080 9 5, 14% (70%) 258 A D
B ZER L, &RE L TR 80% 224 H F
T? PRISM-EXT i B CR T OMEFF 2 BD TV 5,
REBIZBWTHERROMRE I L0 o720 B

HREBETH 5 PRISMA D& §E:IZ. FF — D SARS-

CoV2 A7) —=rv77abalolzHiZ FDA I
Lo TR S, 2022 IS —REFR S L7225,
2023 4E 1 QI FoBH SR EBEZK T L2,

4. VE303

VE303 X, Vedanta Biosciences #L: 25 Bi 38 L 72
LBP# i THh 5, VE303 X FF—fES/ES N

(12)

BOTIEHRL,  NOBWIZERET S 8HE O
Clostridia fi O W TR SN TV b, FF—fiH
SEFEE SN Ao LBP L3872 1), VE303 i34
WA N 7 2 HRR 2R S5 2 8128 D, b
kN DR OIRFE & B L 72 #E L (GMP) D4/t
TWEMNcEESNSL, Zo7aeA2L), M
WoOREM. AR, B X OR#EEO — B e
INb,

VE303 13 #8108 5- 2, BENICEE LIRIERD
BEICE Y. BN O BIF2 N5 Y 2 %25, C
difficile \2 55909 % VE303 1 14 H 05T, B
WO—REB X RIAHEE, 7 & N ESRIRNIEE O
EEANEEZL25T LI RBRINTW A,

VE303 4 1 HERERIZ. BA O L AR
FMMiT A EEHBE Lz, ARBTIE, 39%%
SRICHERON Y a4 ¥ v Bl 7213 VE303 %
FETHE LoD PRS- 247 5 720 Z OK5H. VE303
TR L 2T R TOMETEEDP D RIF 2252
A7z, EELAERLIIHERE ST, VE303 1
NaAA T Y OEYBBICEEL G 2 b o7,
VE303 (&9t C. difficile 5% H 3 2 HAWTH 5
Clostridium bifermentans & [F] LX)V ¥ T C. difficile
OWHEZMHETEL I LARENL Y, VE303 D
REWEAFEEZ, HIHRABRT NNy a~< /2 Ui
R LTI #253E (dysbiosis) S 7zf#w AT
Al S M7zo VE303 I H BRI, LR EEIC &
DA EE X NI 2 RO R R EIE S,
AEEDRFTH-72" M6 HMEIC 1IHLLE
O CDIBIERED B 2 M NEH, T21XHI) A7
DEWEFED CDI EH (65 %L ET CDI IEDfE
BNT% 12 EAET 55, 75 E) 79 4 % *t
G L2 NMRBR» THh Tz, 8 d CDI
J&id. R VE303 T 13.8% (Fa1% 86.2%). 1K
& VE303 T37% (A#FE63%). 77 KT
45.5% (H## 54.5%) TdH -7z ",

5. RBX7455

RBX7455 (&, REBYOTA & i U8 TS 72
HTENVR=ZADGERETH S, RENIRON Tt
VHITH Y., Bz LB e TG $T5ZLAT
& %, RBX7455 O#ak & ARMEE, 6 THRET
FH X M 7ze ZoER T, #BZEC 1 |2 Eo CDI
FIEZE AT 5 18R EDWA 0 A DGR L 7 o 72,



C. difficile %3 D PCR T 721X EIA TEDEEETH 1 |
CDIZx) 9 2 BEHE Y 20 PUIH BTG 2 IS B O T 9
BhrWEFEENGE L7z FMT 7213 RBLIZ X 5%
BIAH 2 2T 72 BB L 72, BEIE 3 D5
Ay a—)v (RBX74554 7% 1 H 24 H
M5 3A57 V=71, 4 h 7 Vx 1H2M02H
WG $TH7 V=72, 27 VE1H2H2H

M55 7V —73) 206, 8B M
FEIE, ZV—717TI1390%., 7 Vv—"727TIk

80%. ZW—73TIiE100%IZFd 5Nz 6 20 H
% O M #% O 31l Ti1X Bacteroidia il & Clostridia
HADSBEIM U722 DS S T o 72 2%

6. Non-toxigenic C. difficile (NTCD)

HBREEBLR 2R T. ABRBE RIS,
3 % IEmFE L C difficile (Non-toxigenic C. difficile:
NTCD) d{EH &N Tw2 *, NTCD ([Z# DI &G
5L BYWETVREFIIBNTEDROGRE
HVE C difficile Y% B2 &S TE 2 PY, NTCD
ko 15Td 5 NTCD-M3 (IHF: : VP20621) 1%, 5
I HHREBRIC B WA ﬁﬁﬂﬁ?}f%ﬁ Ehr ",
NTCD-M3 D #1145 5- 1% THREMEDE L,
PURFE T L 72838 @ CDI ﬁ%b’:?ﬂ]ﬂﬂ L7z,
L4 L. NTCD THEEN LD, KFEETT2E)
2 & o TR EAELRT & ] TéT“b‘li“Cé?) RN
INDBERNTREZ Z00E ) 23 FZAHT, Bk
HRERPLETH %, LBP IS # % MfE < ¢
L2 T% <, C difficile \ZEBVE T 5 0GB A
%, ADS024 (IHFx : ART24) IFHEEEZ ¥ F —fi 2

538 S 7= Bacillus velezensis D Hpk LBP T3 %
ADS024 X C. difficile BRIZHR L C. BE#ERHE &R
SR EL 2 O OEMERT " AL CDI
B2 R 2 i 2 58 TR Z# T L
72 %,

BHHIC

CDI OF$fiE, FIFsIZBE DAL S FTHEMWIIKE
LB E 5 2 Twh, FMT X CDI FEEDHEEICH
WS N O, EELDSIR SR L o
Tw, LBPIZ. CDIHIE PRI T 26 ML
REVEDOW HREFEENTe ROAT v 7L LT,
BB R SRR, REAEE R LD

(13)
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