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Gut microbiota is a group of microorganisms that resides in the intestine and serves many important functions in
human health. Using 16S ribosomal RNA sequencing analysis, a wide variety of bacteria in human gastrointestinal
tract has been identified along with intriguing findings that there is a different bacterial composition among
individuals. Fecal microbiota transplantation (FMT) is a procedure of stool transplantation from healthy donors to
patients suffering from various diseases. Specifically, FMT is able to alter the composition of gut microbiota of
recipients and therefore could be an effective treatment for the patients with gastrointestinal diseases including
recurrent Clostridium difficile infection, inflammatory bowel disease, and irritable bowel syndrome. Here we review
a list of human diseases related to gut microbiota disturbance and the case studies of FMT. We also summarize
medicines and diagnostic tools that are under development. Therefore, gut microbiota can be a next generation’s
biotherapy for promotion of health and treatment of chronic diseases.
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45 propionate= ZHAHEQ] %S FAA|ZItH(Berggren

O A Al 4, H, o, 74, A 5ol A%t 2 ),
D HE HZ5te A7} R HEs= A F=2
Q17re] Aell= ¢F 300-500 F9] mjgEo] o o= 1¢g
2 ik 10712 wteg]olrt Ara 9lck(Sullivan et al., 2001).
234 EAsts Tt TR B2 Y Y nEE &
F HellA o8] 38 71555 Skt o5 a3 12
9] digko]| 7]fs}aL, Aol ot 2 H| A EA-S AR
oA egFES T, Y TS el H-3st
o &35 Wolsl= g2 Stoh(Hooper and Gordon, 2001).
A A v ABES A HollA Tzt A5 g%t
A Aot Aol /et Zo] oA a3t HR] X
2lo] eh=3HE-2 iAol A A | AFEo] o3 WA E|o| acetate,
butyrate, propionate®} ZH-2 Thaf x|WFAke] Eth(Roberfroid et
al., 1995). o]&jgh TR PARS Zho] Aujof 23 Z Q] olvx| Y
© 2 Z-gol=t), acetate= AAoA S AEHE TS AT A
A} 714 o] =1L butyratei= 2% || A] o 2] AL OS2 o]
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et al., 1996, Wong et al., 2006). ©] diol| = Z] n]PE-2 H|E}k
9l AL, obu At ], TEATS] A AT M = A 7]
2 435t} (Prakash et al., 2011).

A B ES EFF 23] 29} 7F FAE 7]oF
ok A v =l s A4t 3709 a3t G ATAREE o
Bk 27 A A 29 FAT BIE X7 AL 2 dEA
9l=1d| £3] butyrate= {4, trefoil factors, &+ HElo| =] B
HE f=ste] o] who] S ZFskAZItk(Frankel ez al,
1994; Hamer et al., 2008). F--5-E(germ-free animal)3} Lwk
AS-5-E(conventionally reared animal)e] A3}3o] JLZE H]
w3 AFE T3 AU vBEY 4TS A7 Adte 29
A5 Eo A= Fds it o 21 92 3 271 &
ZE e ol dits ATAEY F4 9 A =St
fZo| ALt vte|2jo} 429 o) wE &% §H o | FEHY
H3lo]| )3t Ao 2 o =HthHill and Artis, 2010). T3F 2
FTES o|8E tE AFolA AU nldEe] R EAEH
a0 G2 v ths Aol e Fed 1 ZAE
o FA4o] HE B ET 2 4SS =oAA nBEE
< o)) wHAL, HAF FoF Al e EXjtts +5 34
A|#Q1 Bacteroides thetaiotaomicronS ©]A] IS HJ=0.0
TE BAEdo] thA] daE= RS 26 th(Stappenbeck
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et al., 2002). wekA|, FU v FEL2 A Ao Ao wam B3t
E 23 A gRe] Wy BAEH Pl FFE v|HA
A 5 129752 FAE = A E

2312 e3to] FASHE v EC U HYLS Ad vE
o] &30 HAA9} YAt o g AFe ARGl Aot o2
231 Yol EAjek= n|BEEC] A HeA ol nX]= ekl
gk Aol A mlEC] gl B e - el Al
< 72 Y= YRS H|3] 4 Hre|gjoht ol A,
7|12Z o5t el o< wze AL 2RIk tHRound and
Mazmanian, 2009). 24552 UMRSSE Bt O3 24 ¥
U<l Shigella flexneri®] ol thgt A3/ do] A=A, A
WEL 71t BlR A7t ol& Rk (Sprinz et al.,
1961). 3t F-5=9] 7% WA e, Wevhs, Ak f2d
Hzz2) 9] W, A A oA A el Sick(Falk
et al., 1998; Macpherson and Harris, 2004). T3} Peyer’s patch
o} IPPZ A F(isolated lymphoid follicles)7} HARSF-E]
H|3l A %thRound and Mazmanian, 2009). U] o|YEL E3H
B Al 9 T A9 didof= o] gl= AoR 4=A ot
(Haverson et al., 2007; Hapfelmeier et al., 2010). ©]= Zo] =
dhe|2jol2 R e U2 457} o] & All2] A 9 B3lof F8%t o
-2 37| gjEo]tiMazmanian et al., 2005; Ivanov et al., 2009;
Atarashi et al., 2011). 0]¢} Z-& A7 ES Ea) A n|YEL
ZAE st B M} T Aj2e] o] 3 njJ o224
HEA ] o] floji= ¢t S JES st A2 d 4= Atk

E3H Y v S HEEY FES w1 WY vA
E FASEAY, 32 Bit 20185 S Hdd uA
£l th-32th(Prakash ez al., 2011). §3], FU n]dEo] H43
AAdE F3l oA 2 T P /S 9= A& Barrier
effect2}al 3ttt} ol & 5 F-3)I$t 2o Clostridium difficile
(C. difficile)T} Z-& Bte| 2otz 2% HISolA fo3t |8 E
I RS w1 FAS vk wheba] A4 A v AE
TS A SEANAE B Ay T3t F4lo] JA| = A
oh, 197 G2 552 HUAd Al el A dojuA d
oF. g o] 2A5R: FAHF-S bacteriocinol 2k Thi
A FAE BAst=, o|AE vE ot #3294 4 AAIst
At A2 v FES FAr}. ©]2] 3§ bacteriocin ] AJ4hE &5
7} Al f4ao] 98] 2AHtHGuarner and Malagelada,
2003). =3 AU v A=Y YA E Tl AB4tE 24kt o 7}
A AP 279 pHE 50| 2L g 2oty F4
91 {oleh F0] F412 EXIZITHGibson, 2004). ©]¢} Zro] A
| AEE A &F ¢tollA A8 71| ket 7] 52 et

) ulgEe] 74 9 BEo] ik e ATFo] WayHol
Stk Alhe FAEE Hofit of2] S9le] Qg ol 13
o2 419 AiulbEe] T3 ulset e dstel ) Hck
(Palmer et al., 2007). ©|& Alt5-9] 732 HolUdaXA R E
o7k S717HA) Akl A Aol AAA theke BAH
& Wrom YA FAEch(Mariat et al., 2009). 4 w| &
2 Fhelett F9 o] h 4 93 AN o], Lol,
ol oA Aol IA HLE7| = SHATE, R 73

A2 gRtd o 2 u|lYEL] Ado] H|xstth(Lay et al., 2005;
Palmer et al., 2007).

A A3219 Aol A B2 [ ==9] 16S IRNAS] H7|A<E
BXA3E E3}9] Firmicutes, Bacteroidetes, Actinobacteria,
Fusobacteria, Proteobacteria, Verrucomicriobacteria, Cyanobacteria
2 B398 |, 015 Clostridia 73, Streptococcus 73, Enterococcus
7}, Lactobacillus 7}, Ruminococcus 73°] 3E3E]= Firmicutes
3} Bacteroide2 G4 E Bacteroidetes 0] $-A|3}5.aL Ly
A £o] 10% u|7hE 2}R|3FE HEckburg et al., 2005). o]t
SHT EES FREA T 40| Weluhe S Falo
difficile®} VRE, E. coli, Salmonella spp., Shigella spp.2] 87+
2 A3fetKSingh er al., 2014). w2hA] Firmicutes, Bacteroidetes2}
Proteobacteria®] Bl&o] Hj Zge] Ao Gk Al
FERYS o83 AFtollA C. difficile Tl &7 540l Az
S} o] Firmicutes2} Bacteroidetes 2] 744~¢} Proteobacteria 2] 7}
7F ¥ = }ick(Borody and Khoruts, 2011). o]2{3t AR 252 %
=49 FT 59 dHRREE F8t C. difficile?} VRE,
E. coli, Salmonella spp., Shigella spp.2} 72 Proteobacteria2] A3
A2 Asfetc(Singh et al., 2014). W2kA| Firmicutes, Bacteroidetes
9} Proteobacteria®] Hl:&o] ) Z740] 2H219E & 4= Sk

EZE o] 59 Aol A] oA AH] o] ATAIE E1sHTh
(Ley et al., 2006a). =3t Bacteroidete:= T EA} 7| 24& &
e 4= Qo u g o Eafiste] butyrateE A/JstaL o] 27 Y
FE0| AR AL fAl) Efg F= AR YA Itk Thomas
et al., 2011). Firmicutes= WA ZAS FAIot= IHSAAFFE,
Bacterioedetes= €714 I1H2AHHFS 3511 QIthH(Ismail
etal.,2010). T2kA YukA © 2 Firmicutes/Bacteroidetes B]-&0]
ArEe] ) r A E AT e AT 7RIt # 4= Qi

T =2 98 5Y HYAA L 4T A8 ool |
TAEZ AYWHBEY S 273 AFRED Bt 3
N2 A 58T 4= & Aot NdS 2L, A7
ALe] tiio A @2 nRBES ARgSto] o] 23t THE 9] X =of &
83 4 Ik AZISA otk A4 $I9H4) okl Gulminant
pseudomembranous colitis) S ¢3! = 4™ 9] Sx}of|A| k= A}
H WS PO = Wtk AR E AT 1 FAol= &
AP5 ] Welo| C. difficile ZHA0l2h 7S 32| FHAAT, 3
AR T NS ST A BAES A A%E SRl
THEiseman et al., 1958). o]# 3t A}= vleto 2 A7}st Alghe]
A TS Aol Sl Aol o] Alshs 1w AReke
fecal transplantation®] 7'g o] ZH33-& wt7] A28t

1 FAH0AE FMTe] gelo} mRes U oS 2
A7SYEL . difficile 2T 354 RS $2 02 slo], FMT
2 18 71T AUES HeleknA oiich R MTS A8 o
A T U2 H-EAHIE aNskL AW AES o] 83 AloF
S FMT B X5 Aof thgh < A+ 53 A estkas} &t

=H=
[ —

Fecal microbiota transplantation (FMT)+= 1 ©]&](stool transplant)



olgtae &A o A% Al AN & ¥o] vtg|2]o}
£ Frof R Hrecipient) oA o] 4)5l= 22 U =THBakken et al.,
2011). o]- el & A7t Ao A Al E-& SERtol|A o] X8k
o HhHo] A7l E o] g1 o] 2|3t WS- intestinal microbiota
transplantation, fecal bacteriotherapy, fecal transfusion, fecal
transplant, stool transplant, fecal enema, human probiotic infusion
o2 topelr Bagt) kA siu Ei B Alx o] @S
ARgSH= o] 9] W Tt= g FMT+= o] e AA Al
29 o4& T3l A AL I ESH= Zol7] o A
= “FMT 2= 51te] 8o 2 tiA| = ich(Bakken et al., 2011).

LFMT Z2EE

30X donor) MH
HEY FoAA= 7S olu JF o] jREC|A T 2= A
7t A QAL RS ARG % G oAt Bake] 213
ol 7L}, 4lo] BAITRT A AFEO| Z7eHE AL o
o olnf 7F Fag AL FoAY el PR 3t A
A o] glojof stth= Ao|th(van Nood et al., 2014). 12 B2
FolAh A Aols AYAE ke B AAF % human
immunodeficiency virus (HIV)-1, HIV-2 ZAF 2 7FE HAHA
3, B3, CB)E At A EAR7T & Al A& AlAF 8}
B nlo} e FE4 oFES AT Ho| A} B 4B
2 713 A2k AN A E5 Zastch B4 A2 674
Woll Foll F4loluy goj A& sAY A &l 2 A
o g HRy Uzhs A3t Aol e A 9A AgEd
E AAIA 22 370 Holl E548 A A2 A A8
£ Sl HelelAAE Ro we oA, )
A 27} AHGuo et al., 2012). Y& FAXE o] HH 59
AREE 9278 U 8418

st Al A gAY AR sHAIE F83t

[o
H
o
K
oy
i
0
2
o
b
o

— ., Feces from donors Saline, Yogurt, Milk

: Filter out
J“u floaters using
gauze or fabric

Dissolutio!

<Feces from donors>

-
Filtration

Serum test for HIV and
hepatitis, Exclude a person
using addictive drug
having promiscuous sexual
relations, tattooing or
piercing body during the
past six months.

Nasogastric tube,
Colonoscopy,Enema,Upper
gastrointestinal endoscopy

Injection

<Samples of feces> <Colon of implantee>

Fig. 1. FMT protocol: fecal samples (200-300 g) from the upper and
lower gastrointestinal tract of selected donors were dissolved in
saline within 6 h, followed by filtering out the floaters. Then samples
were applied to the patients by nasogastric tube, colonoscopy ,
enema , upper gastrointestinal endoscopy.

FMTS] 22 58 267

0|AIEH MiZ(feces)2| ZH| W £
FoIA] W2 At T ol A B A FE ot S0 g
AH(ES 200-300 g FE)o] E oo} ot FoR2EE W2
H2 7Hs3 w2 A (EE 6417 QEoR) JAtA FY== A
o Falt}. uzhy Bolae] Mg SolRjolr] Fof Fhsa 4
B2 w2 g Folof Ttk Fojahe] Me Fulska WA
e A2 Algiso] S3A7I=d of o] RAE $-5o] 43
She = QAT FE A A el Salstel Ak 97
714 Eojck ol F AAER | BRI WS A= HE o]
£5to] RREES 28 FA HhGough et al., 2011).

FHE HHAS FpoA] Fofst= el o= 7171 Sle
o] B, A, B, AR E el e 5
Utk FZolle dFUHAIES B3 FEE 7 wol o83 9l
ok FMTE AJ38%t 3007 B =9 AlHE vet 243 274 1/4 3
oA B9l AR ERAEE B3, 3/4 BN B B
A Bt Aol o]FojF AL, o] 30071 ] B
Aol TS o83 o] AFE 93% 2 A4S 5T
o]2]9] FFERI 76.4% Hrt =il dEA JUtHGough et al,
2011). B & 02 FMT Al §lojA] 43352 @A) 90% F=o]
ThBakken, 2009; van Nood et al., 2009). wzhA] CDIEER}S] 74
80% ol FMTE AJ34517] A @8A A =g HA] . Qlck
T1of| vls] iAo, A5 AR TR o= FMT
ot A A& F o= A HA sh=tke ZH2e] A8t ulet ot
2t} o]4] A 2= polyethylene glycol 22 A2 2 ARg-5}od
& H|9lof sh=d] NIFHAS o]&st] S Hle= A2 Aaxl

Z2EFo| ofYA L ARk 0 2 o] 4] Hof| nl-p-= Ao] Wt

o]

2.FMT HE0| 7}=st &2

FT AR o7 7HA] el By ndEe] g wstet
PRIEo] Qlrhs A7ATGo] W] ujet FMTE 483
4= Q)= 2y o] H Oy} thoka| H th(Vrieze et al., 2013).

1) C. difficile ZE(C, difficile Infection, CDI)

C. difficite % 4 714 Ao PIAS Fof i
AL el P ARE Tl MakstEA o] o] ZAst
A Eitk 53] CDI §AS 3 25% = ol Arsha Arel 2
52 A0 ThA| ALEE 297} BrHKelly and LaMont
2008). ELE C. difficileol] ]3] &u]E F4 A ® Bl 23) 5,
U, H AR, AL 55 {FEshy] ol CDIE A8 A /4
%4 AH(antibiotic-associated diarrhea)@}al = SHc}.

CDIS| %272t FAAE o83 2| 2o]0] o] o] Ashst
2 ¢ FMT9 Z-2 tik3Ql X 2E A|=3HaL $lth(Gough
et al., 2011). HA FAo] Qi C. difficile 24219 35 A&
2 Qg ™) gloenR JAYAY X5z o] §EHA| Y=t} =
7] CDI &7 AALE B A oy Hdafjd 3 5& 48
2 5y AZZ70dA19) CDIQ) A 2 75t metronidazole 2
ARgStaL FHAAR Kol H Abe] 7% 7+ vancomycin
S ALgich SR CDIS] 191 5 RS] ALgo] 2 % o]




268 Kim et al.

Hglo] E= FAAE AhH FAA S FFE FH= Aol 52
Sl Eeh 2 AREE A2l metronidazoleT} vancomycin®)
7% W2 Y E 7R o] 2 Q1% AldE-S] sk HA
g CDIS] Ul o2 ZR83t = §17] wiizo]| o] 3% AE o
A o2 FMTE 23T 4= ok T3 Afdto] Al = 5
ZHA 9] AL FMTE A28l & 4= th(Gough et al., 2011).

FMTE] 7% Ao 9y v AELYS 2 st
grgt At gloen g wAEL S 28-S Foto] CDIE A
k= AR A AT ©X] FMTE o]8-3 9133y
A& ARt e 2 CDI9 A5a s Uetl=A&= of4 1]
A|g=o] 2 FAYAL ThE CDIQ| X2 E et FMT X 2877} ¢
F2 F 08 Kol FoRe] Mo o] FHojgls HFAtelY
T, vbe| 2] o ukR] S AE/d CDIY] X8 dtE o)==t
7198 Ao 2 Ay7+skar 9lth(van Nood et al., 2014). CDIE 4
1 Q= BAEE A R Y nETEE AR A3t
Firmicutes®?} Bacteroidetes”} 743} th(Chang et al., 2008).
1231 CDI A& A2 2 FMTE Al3star ¢ & i19] 9
Zay v)AE-S 2 Bacteroidetes2} Clostridium clusters IV
9 XIVa (Firmicutes)7} 28] A1}t A 9| v|%51A F715HS
th(You et al., 2008; van Nood et al., 2014). A A4 CDIS
Are 2 oF YAFA L Axtof 9J5HH vancomycing ARESH 1
S} FMTS AHE3H 152 1 wshel FEMTS A3t 18] 7
£ 1692 A'E/d CDI A} 5 1578(94%) | A4 CDI9| o]
SRAEE Aol B O vancomycing AMESE TEA A= A
23-31%7} S A= QtH(Zoetendal et al., 2006). A AekA] CDI
FAELS IO R FMTE o83 dAa77E Al A=
slen 27HAZA $2 AHES HolFt AP FISo) A
&34 LTk CDIS| YA FMTE o83 4 9l 2
A%t Aol B3 A THE X 2T EMT7} S45hche
223 298 5 9L Ao Amwr,

o)
o

N

) HSM ZEHEISKInflammatory Bowel Disease, IBD)

4, ST, A7 A 58 S22 AW A Al
TE0| 25 454 HYTES FEdte Aol T B2
H &2 Az ogle A AlFF o/ (dysbiosis)o] HojLtd
B354 Ao WAt = 7Hd o] itk wheEkA] IBDY 22
AB2A|ZA EMTY] 7hs4& HESH: A77F &6 JPe
itk IBDE ¥ Sl= A oY ndES 298 2
A743E ARl vl8f| n|EZY thF/do] 30-50% F=7F A
e AS & 4= itk o)A A2 IBDE 2714] sl 2
Rl Al i dolut 2EH & thollA] Bol= @4e=
A tIA A B2 3= Akkermansia muciniphila®] 2271 5
oA A et 329 e HLol|l= Faecalibacterium
prausnitzii®] A7 FEZ XA YEldth(Sokol et al., 2008;
Jostins et al., 2012). WalA d2¥ ¢l IBDE AT 0| BE
Fo) YT B A 27} 2RH O 2 o] Zol Aok Frk o]
712 7ol d o2 ] Il YA X Bol|lE BTE BA| &
o A v AEETS Yok FMT X871 232 WA =Sl
ALE dFES €2 e 1079 of-Hol& o= FMT

E At AlE o] & 4FUS AAE At Z FEg-2
UERER] 9L 78% 9] SAtoll Al ARl E5o] THE YL
o 33%9] A o] A3tE Tal7| (remission) 7} LFERSCH
(Kunde et al., 2013). T Th-2 A7olA L2 ST A4S
g el 2] o] Ho|=1BDE ¥ 8W =T gfot 2 3
5o FAEL hAO 2 FMTE o83 & AL slE=d)
A 13709 7S Y oAb S 7A YA RE
SHEAIL Al o] F 1-4\zt T ASHHE A dat 2
21820l dFol WEEA gsieh wEbA A nBEFY
J HZHE BFA7]= FMTE 22 2|2 90] IBD 2|8 ¢Fe
2 Wo| &gd AR AR Hr)

3) TR CHEISSH(Irritable bowel syndrome)zn} THIEHH|

(Chronic constipation)

I dFFETol Qe A2 A7st 49 Ay v A
£-3%9] 8]8]] Firmicutes7} Z7}3}11 Bacteroidetes7} ZFA43}9th
(Rajilic-Stojanovic et al., 2011). Z0}9] A Qo= TulAd 2=
F20| 9l 2ok} gl Aofe] gt o) vlARE] §214 3l
= gFA Y 2ol YEREA] QAR Gamma-proteobacteria
9] v]-go| Z7Vel4=d| 38| Hemophilus parainfluenza®| Z7}
7o) A vehdeh B3] B4 HEF RO IR 2E
of WIws} 2e sofe] F) BEES B Ul Alistipes)
Z7t= o] FQJth(Saulnier er al., 2011). FMTE IHIA G
H5T 2] ARATO 44T Alelol B2 ThgnE 1A
B REFE B 450l A FMTE Aelgln 1 23}
AT o|F Bt oz Bxfe] 60%7F FAC] ABIE BT 9-
197114 ]33 60% 7} A 2 3] &5 QT (Vrieze et al., 2013).

4) S (Diabetes)

L AHE ol&st Aol A wAEL AHY HIA
o}o] 5 ARgo] A1 T o] W] qlojA Fag SHA A
2191zt o] WA g th(Kriegel ef al., 2011). T3 A1 G
7} e ol"oto]Y] A w|AEF A7t ojdoldf vlg| ot

g % -Autoimmune disorders

- Multiple sclerosis
- Diabetes

‘ - Liver disorder

\ -Recurrent C.difficile infection

-Inflammatory bowel disease

-Ulcerative colitis

- Inflammatory disease of the

- Rheumarthritis gastrointestinal tract

Fig. 2. Application of FMT to human diseases: FMT is applicable
to various human diseases in the gastrointestinal tract including
inflammatory bowel disease and clostridium difficile infection.



Fdo] AaEe] vt &= A el 53] o] AHe| s
9] u)]WEZES B Bacteroidetes/Firmicutes B]7} Z7}3) Qo
(Giongo et al., 2011). o|&3t AT}E e 2 FMTE] A|3j9]
HEHA 29 Qled £H] T8l nXs IS gotEr] {3
AE Fed A2 SAES o2 729 tix o5 W
7™ (randomized controlled double blinded trial)o] X138 o]t}
(Vrieze et al., 2013). T3t FMT7} A2@ Dizdo A 2|24
2 243 4 et AT 0l BANREE AL ) o)A
£ FRUWE iR 5] HUlbE T4 EET A of
gt G ot 7] st o)A AEE -2 Fo] §li= 187
ded ARAAE 7 B H3RE e R 729 gz
o] WA o] £ = th(Vrieze et al., 2012). 71 A3} FMT A]
W 677 At 1] SolAEel ad o] Z71Ege
of butyrate & AL ) ol YRS 2= WA Z7FEIC
b A aBES el TS S S 2R
2523 gigtezn dE 5= Y& A= oA

lo ¢

5) CHAMZASIS(Multiple Sclerosis)

SR A TP AESS Ad 3] EAloA FMTE &8
gt A7} Ut o] 379 SRk BF FFES0kske} A4 v
HE|SAE 7HX 2L 9l=T o] $44 X 2E 84 FMTE A
Pgt A}t BE FAAAN T2 AHTA PFe] THo] Bk
Ack(Bakken ez al., 2011). ThHd 352 o3ket 43517} BHE
SHHA Yeht=dl, FMT A3 o] % AR5 A3t 7|17 53t
Tal7)7F A &= ek AFAES Al = Hddo] ohi
A3 S-S ek FMTY Algdo] B2 uhdet A
o2 B3 Qoh FMTE 53 4735 B39 542 431714
F 3t 2G4 AH Atol2] BAE A ot olgt Ay
=9 =2 Aol Lol M2 HEFS AAg

Ok 2SS 7(Chronic fatigue syndrome)

O 255 2 6082 W2 FMTY X823 2y
£ gotR7] {34 FMT A3 o] 2-15 5t s=HE = (sleep
deprivation), F-7|2(lethargy), ¥ Z(fatigue)@} -2 THHE 2
257 ZA0 AT Y $x1e] 70% 0|4 AAHE ZAre) A
X o] #2E Qch(Borody er al., 2012).

k2]
.

7) HAM(ELY) FAE 22 XRES{Immune (idiopathic)
thrombocytopenic purpura, ITP]

Wely B By AT iy ANEe At aske
2 ARG 71ete] wef7|do] ofs) Farol HlA Sl
ot Eo] TR At FAR Q| & AHFo| SUtEE
A o]thGeorge, 2010). 2o dFZAxlo]A IBD (154)%}
ITP (4)E 25 AU I 8RN A 2 & 52 FMTE
Alget A3}, @4 5271 3/4d3kE ok (George, 2010).

8) H|U=M X|HiZt EISKNon—alcoholic fatty liver disease)
o} H|A=2M X|HZIH(Non—alcoholic steatohepatitis)
H| G2 A7 Aghat Fojo] dojuh= v|EEd AUHE
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2 Ao EA A FE=H lipopolysaccharides?} 72 BHE| 2]
oF W] <fah sAEE oA L, ol vatel ARE
o] Zof A Az o2 wo] IFFE tHMarchesi, 2010). @A) H]
GE AW A} v gEY A9 B3 (regression) o]
et FMTO| G332 doli7] $iste] F2+¢) ti= B Ho] X
3) Zo|tK(Vrieze et al., 2013).

9) H|ZHObesity)

3 2 AAFel L O §F P2 vl BEolEY 9%
T AlE AF AT Aol fle FFolA olaE At
HIREQ1 AFEE] AT Al-S o4 w2 H 9 AlFo| A&sHA|
7t Ley et al., 2006b). T T2 AAatol| A o F oA
ASS7He 4o7le 2A g AARE Al5-5HH Firmicutes
7} Z7}5kaL Bacteroidetes7} ZHASH= njEZ 0 2 WISy
11, Leptin T-2320] AP = o] v]gto] A7]= objob Y 9]
HAAESS A4 F A wAEST ¥l A, Firmicutes=
71t A|RE Bacteroidetes= Zagitt= A0S ERlskltt
(Turnbaugh et al., 2008). E3F H|THF A A2 Md-EF2 FA
FolA o] A 5E wff /459 vlvto] F7HH= &elstla A
Firmicutes/Bacteroidetes 2] H]- &2 ] 2 7F& YEHRITH 5&
B op et Alke e 3 AsolAE vlekel AR i
W uABESS Bl AlFo] Bl Arell ]3| Firmicutes
/Bacteroidetes H]7} Z7}E A& AT 4= dichLey et al,
2006b). E=3F 187 2] ARG TSR A Al B AA|F<L
Al W o] 83t FMTE AAI5HES of A5 Al
HE o]AHke 92 ET N2 Y =27} ol EA 74
SHR e’ UHRErL A4S ¥ o83t FMTE AAIgE
tjz B} 2715} tHAroniadis and Brandt, 2013). o]Z2%
HIRH1 AR A AIFE fAIS AFREE Aleldls g3t
HAEF9 Zol7} Qlol ¥E R vkt A ulBEZ A
olol= A¥to] glom H|Fhe| ot A 7o = Y&} B
H 257382 o oS Aol AZETh

10) 2|2 7]|HEZ(Allergic disease)

T A TP A4 AFHY g 27] Ao
T asolE (e o) A5 Auin|dE o] HtE
o] Yth= AT ATV LR EFA T o] 27t A S X A}
Al FMTE A3t AHu A7At2 = AF7HA] fitk(Nistal et
al.,, 2012). =3 Q1A)7]5 o] Uehlie Bl 15 &4
9] AL= AW AES] thk gt 7o) #dtkE|o] Sl Aol
TEEo EMTE L8 = otk AAX R 9t o} lactulose
T YA A28} v|wsto] EMT7Z} Q1A 7] 5 tisf o|H &
Mgt FEFE 7HA=AE dotEr] gt A8 AA 2=
31 QJA| Yth(Bajaj er al., 2012).

frotzlel o2 R go] WAgst= Fote ATt Fot
H]3f A nAEEL] thFido] aEle] Sl o]f gt ¢
| njAEES B A5 1799 Bacteroidetes2} Bacteroides
9] tjekAjo] ZHAGE AL RS 127} o] Proteobacteria ] ThoFAJ o]
Zradl= 7gko] Vet Abrahamsson et al., 2012). |2 Ho}
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A7Pa S ofE s o R g mEde] dwde 7R
Tl 752 = Q1AL PO 2O FMT 28 7hs & 1 2{e = ik

27 vh3ol| == A E AU Al &3P0l
AR AlLaFlof] G2 vlAIA H=d, o] 23 A g A
297} Probiotics & A 2J51 3 ] S49] &3t itk AH
2 23S 1T 4 U3 HH(Taymount, 2010). o243t AFI =57
Bl FMT7} 43| 20f 2-8-0] 7hssittal 58 o ok

3. ZLHS| FMT A}z

o] A I st ogdiet yatstu AolA FMTE
U 22 F ERA F-EA70 AFEIZE ek A HA) 2R
7% C. difficile°] T =R &2 A2 g A1) &4
Ao A& 9§ HolA gh= FAE BHE o] FMTE 712
24| =it o] FH|ol A= 150 g S FUsH =t 2
£ FMTo|H 5 gje] e 20-100 g Aol 2 ThpshA
ool A B B ko] g FUTTET sto] HEE| 2
Fehe 2L ot shAjgk o Zeo ML Brke] et 94
AR 7Fe e B2 ¥ S Y8 S0k F i At
o] AL YA, LA C. difficile FTRLE UZFH IAE
FAA A7k YO0 EMTE Adsh|2 248 Sl
o] gA}ol| A= 100 g2 thro] FA= ) F Sk BF it
5ol Aol ATE e Y HHS At 22 A |
R S| H - o]4] o] F Aol A HEUTE o] F 7Y
B2 HARE AlEe A3 oga 28] " 297 &
A3 3AH AAE Bk 47]9-S S A3 AAL RSt
A = AL RIS F HA A F2 o]2] A 51F] 5
-63] J=o] MARE skaL gledl o4] F o] & Aol AAPL |
Utk FEERT AARE A8 A3t 79t 28, R 2
Hlato] £P438] SHE Ao] IRE G o]F HHAAE
C. difficile°] S 3= X] &3ket. webs CDIZL A 25 3L Afdhas
22 HolA| gigith o|FA F JRETE FMTE o83t X|=5ojlA ot
£ B2Le glo] 2A)o] o] YERGITHSurawicz and Alexander,
2011).

4.FMTS| 2=t2

FMTe] 2kl gt A ob) gIAut B Al A 78
Sl 45 FAgo] RuEN Q=] Frlsta YAIF Q] AL
W), v F-3 EY o] Aok E3 o]y Aw|g gt
ol TrxAIAHZE0L Sjogren’s syndrome, F0lE|A T
Q 2e AlEc el RS sa Bt 7790 B
F 4vgo] P E ks 23 Qlth(Freeman, 2013). o]¥% =
U Pag dolE BAH ABE ZAU o)F Bl B
oJ2}2] pathogen©] =&l A| T2 o] AL QIZF HY
2% vol2lAHIVIY 7Haa 22 aAeE $7 P4
SIck. Bk ohje} o)4] T ol 28] wte2lo} 54| Fol
Ago] AAA o2 =R sFcH(Lo Vecchio and Cohen, 2014). 9]
2% FMT9] 22H-8-2 FMTE Al3she 37 I AA o] 2A417F

AL Foike] ol 9 BRI} ololA) SRR
= ASo] gjEEo|tk(van Nood et al., 2014). WA FMTS
A3t Fol= FoRpe}t iR BREE 8] W Favt
100 Fola} ATel A 012 7hA] $18 248 A7k Hiko]
2742 BE o] FMTe] 412kt $4-82 glofn] 225
283 Aot EF FMTAY A] o] o]-8 =1 Q= S WAl
79 ¢ HFolvt 8ol B2 ATl thE AR v =
o} webA olel BAE-3 1] 913 ofel Me] g Bo) 4
H AFYoA AleE W= Ao] F2-8-E W57 gt U
olo] 4lo]A% Fr& o4 Aol B} sle] Aol ot
Arof wet e dold 5= 33 L SR AN A= Al
A7} 83514 o]Fo] Aok gHH(Lo Vecchio and Cohen, 2014).

5. 81X JHEE=S 0l FMT 24 X 2 H|

A7 & Holl= =4 nhE] 9] njgEo] A qitt. o]
uAET A Atolof] EAsHe AT AE-E 083 Aol
5] 13 S0l Qlth. Probiotics= 2 Hhg|2]otet AR 9| 4t
B2 Xt E3E T 0]9)9 B2 FTRY ngETo| &3t
ol AHE SAEY URE o838t % AFA o] 2&
S48 A3 Kelly er al., 2012). ©]2{3t Probiotics= A
&S AT EAHALY 28-S St AU At
£ U AR FMT = 49 A 3ES ZAstAY st
= HGE St FUu|BEES Y3} k= o R A EA 9
&g ~3¥3tH(Borody and Khoruts, 2011).

w2ba] FZof diaPelE Ad A= A ndEE A
Tote] thapgeliel ulyE 7he) A5 AE-S B Ao R oFFt
° 24 Ao BT E utstaA} sk go] AthA 23]
ARl o] 2K (Pfizer) 2} A7 EA]55(Second genome)?] 35 A
T2 AP glon, AAEAEL E ohE AA G AR]
AT FFATE S8 A R S Flnd=
TS AT U, o1& B8l RS FRlsta AL
= & Aot

E3H Y v Eo] AAtels EA7E AYAL A7 A0l 9
B2 vl 4= Q= Fof st Afdre] A=l gl 9l
7 FARE HEAIE AUES JAAFE FolA Prevotella
histicola?hz 1738 M-S Tt th/d4 ket FoEA
A Gl ogt 5ol A== RS BESFH tHLuckey, 2012).
ol A&3h I €5 JAIste ndEo| x3H 4ok
S AYRAE AgFoltt. E3 FeHTAEY ded 5
£ B 2 AUrAES AET 5 A == 279 &
2 B2 B @A QAR A8 Folok B HAE A9 B

2 biotechnology firmQl W} Hlo]| QAFO] AR 2 (Vedanta
Biosciences)i= 1 @& SAlHE njEo] Zahe doke
7Sl o] EgH AL ES F Pkl §lrk(Reardon, 2014).

E3h A gARE FARRE BRHES of-8-sto] YA ulivl B
TFO2 A3t AHE A L3t RS A=mHl HE Sl
THReardon, 2014). g v BE-S XA HAG Al I
Yol St ¢34 T4 Aloltt st A Foj= =




A ARt obu e} o] 2|3t L5 A1 FAY Altoll = &85t
A uAES #3E it wheba A Fol =
ol A Salmonella typhimurium\} C. difficile} 22 ¥AA 1]
AES0] od 7|H L2 FAsH=A] Gotr 7] ¢t A7 %13
HaL T A A4 EF o] WRE Y TH(Ng er al., 2013).
olwf Zof| ZHHE AUARE FAYA| AL R Q] *3H Al
9] =7} A E S W WA Al EY AT T4 =
ok wrehi Akt GARE SIS ol§5to] antibiotic-associated
pathogen & 2 QI3+ AW oHs}7] 3t 2 A =23] HT&
213 Folt}.

EZH N mAES A A=A e o8& &= itk A
Wl BE S ol8ste a5 7Hghe I9d = e =
o i u|BE WSS RISt S FERE AT = Y=
Z=TE A Folok ZFA wheEjo] EARE & lE|E(Enterome)
2 ST Al Tl mlAEe] Ak BALE o83t A=
HE £33 Aled-S X1385}ar 9t Reardon, 2014).

FMTE A& of 37go] 71 Aol g2A it ot
Aok H2; JAE Y] a0 d 4= Y= E UHE FMT A3H
o] A= vt Wit T2 SAFFH 9] AL Rl S0l
= E4ES 753 W) olg7] "igel ARt Eho] 59 Sle
Aeolgt= 4A HF7Fesith A=Y s2A2= FUndE
S aNH o7 oA 4= Q=W O R o5 B3t C. difficle THE
O] A 2= B atHolgi: A1ATE SRS 5= Ui TH(Feltman,
2014; Walsh, 2014). 201 9] C. difficle ZZ7HE A oA SEAA=Z
o g Azxd doks F5t FMTE 35152 o 355t
Sote ATE €22 22X FUBE #3 AEA ZA 9
FZ v] Aolzk= 2E2S W th(Belluck, 2014). E3 &S
o]-§3t WY& oL} A E o83t 2| 7H]-E-9] oF 1/6
T2 88 A7dadE 712t 48 A Qoh(Feltman, 2014).
C. difficle ZFAEA A &L o83 FMTE AlstHS o
22t 167 F 137 0] A WA FMToA S &5 .om FHiA] Al
Zol A U R] 25 0] B% 3| EE o] A 94% 2] 3| Eolzt= 2
E Fol @A 0|85 FAA A 2HE T AHSHA 51t
]l 2| & xolatar Ay ZhE th(Kaplan, 2014).

oA FMT= 3 n|8E9] 4 wiske} e Ao 3
23 4 e AR AR E W2 A7 3= §le
o, 93 3" BT A= £4 78S HHEeE
# o]& FAZ QI AR o] 7ot ek =8 o= &
23 = ok A v EL AANA A 71A] F23 752
F3fstar ohefet Ao AT WA Eo] Gl “vital organ’o]
2l & 4= §lom mjaf Aokt ¥ vt E Rojot

. HEFQI ZHHAM LS FMT

A3t FAE o2 nYEFTY = A2 B
A= Qltk(Lawley et al., 2012). 2013 =]+ FDAOA|=
At B o AEA FEEAY HEE LRSI HMcIntosh,
2014; Smith er al., 2014). ©]% American Gastroenterological

Association, the American College of Gastroenterology, the
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American Society for Gastrointestinal Endoscopy, the North
American Society for Pediatric Gastroenterology, Hepatology
and Nutritiono| A FAIE Q7513 FDA 2] Center for Biologics
Evaluation and Researchol|A] FMT+= 2H 9] 2|52} ofjHlof o]
£57) 2ol AESH A= Fostiet EFF AAFEL
750l G vA= 5HY A AL FERE A%
Federal Food, Drug, and Cosmetic Act2] 7]&0] J3jAx k5
2A9] 7g0] 4= et SHRRE FDACA FMTE X282
5-85HA] gigt7] wiiZell CDI9) A &9t 22 543 fsfire=
Investigational New Drug application2 Z 8 2 3= JSPHS
Al 8Y8tsitH(Research, 2013). @2 X w53 P04 AMEE
Ao| JAT TR UE HE 942 kojHu JAu
AAHel WERH| BRI oA olojxlx) gk Aol
Th(Megetlin et al., 2014).
e

A/golut 534 CDI9| 72 7|&9 A 22 4A]7}
3=t} CDIE ©XA] metronidazole©|U vancomycin 22 348
AaE Tl ARE ot 2 AW nBEFTY 7t 43t
=|o] CDIE 23]8] 43A|7|aL A CDIZ oJo]d $== §)
t}. w2hA o] o] F-E FMTY 7t A-+7F o| R0l Rt} A&
7] I wE AR E T 2H AL/ CDIY FMTE F3t A
B IAEL94% F== v ot E3HAJFEol Bls AzEt
F2E-2 UehA] dgith= Ao] 7Ht £ A F shuelth
CDIS ofU 2} A7Hi & /84, Buly F53, 8548 24
22 AF7HA] 1dAY o 2 AAFY AWEE FMTE -85}
Y 37o] 7hestal A7t Thssttte Ao ¥E Rt
EMTE o|-§3 2| &+ oF2] 271dA oA A H o2 7
FRg A 27Rs/3E B2 Q1 A CDICA A/ ohefst &
o= YA g e s o]go] H ¢ JEF TS AFE
ol 2AE st qlrk CDIZ Qs FMTE A3 Wtd &
AE F97% =9 FAEL T4 AL Yo 2= FMTE &
2 AP} LS HF T 50% AL FAEL FMTE first
line therapy 2 S} Ath= 9ALE 8Fg th(Brandt ef al., 2012).
Hgk ohyt FMT7F AU o8& Q] /498 W3 7| 2L =
o] wiztel IAE AHE AN v B AU ndES
o EAHA 711 fHgste] £ Aol H8Ad = e A=
O i Fofl ek 3 A A wFEZ Aol A HAA
A2l el th-gote WA BAE 254 T AL
2 &R FAAE Fojste] FEEH nPEFTY HEt=
EMTE ©o|-§3F X 2 a7e} fAHA EAQnABES ko= At
3 o3l AU vl Eo| Bishs BAE o835t HIAE
ol-§st= oF& VAL 388k Aol Fasttth AN o1
7HA] EMTU AFES 919 thefkst AHE9] dubal #57
FHO R o] &5l FHE FAH7 RS 1 BE AT
7HA FMT X 25 #2 SAEE o2 o ofl 7|17 B3
sto] W ddgolut 7k Az Ha-go] I=AE AARE
o] gre = sjof & Fa %k Biolrt.
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N o
=5

o

FU m| e AR] Aol A= ngE IR A4
O] BAE o] &38| Aol A ZH I o x Yol == thAkit
& TE7|E ot WA vAAES JYd H8s)= s
Bho] 28} 7)5-7A] 2 HYA 9] W] gFE u|A=
9] Fa3% 7|52 YT} T goFst B47eS 5 A
2] Ao = o ¥ v mAdEY A3 TR 1
A1 B4 A Ad A A nlAE 482 A% AR
kAl AT 2= AS FRlsnh olzd T ES
Higo 2 AZsk Alte] figie) Q= Al ndEE e A
Y 4o Z}o| A| ©]&)3}= fecal microbiota transplantation (FMT)
Algo] ZPg-& 7] A2ttt FMT+= Al nj8E9] #4949
32 & Ueftes o8 A (BAR &S = Y=t &
8] A-Eo] 2 Clostridium difficile ZF o4 &gt A7}
o|FoZ| 1L Qlr}. o] =E-& A7 HEZ A n|BET =
AE A=Y 7 AA Aol FMTE &85t A 52 3
gt A nBESZ ol&ste] @4 A7NL 5 A=A
A=A A& 7|2/ A nAEY AFEY 4353
I AP EE A3 AAH AESHE A BAZAY 73S L
2pahaA) ghc

o

|

o b

Lo

2Ate) o

o] =Ee skE AT stEATH )] Slstol
AT AL
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