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NBAES RS BEN AR EN, HEZEAET BB (GIT) o i ik A E Ak
RE M, JEENREBEGHEEE EEEH . TFER, BT MESSHmE A0, R
FMRERERKE, MHMAESKITRSEOT 250N, FOlREZ 2 AT . HiEMAES
AIRE G R — B AR, WA B AR S A — S G, A AR IR M R 1D
HF (NAFLD). ARy ol At 5« AR 3% o7 20800 7 1R AEJHERURE RS « e Codig LA S rP AR PP 42 R G 26 6L
- BAR FHRORME A AT AL M AU TG P AR A B T A B TR, R TRATT 75 2 TR 1 b i
il BT HE 5 S0 A KT LG (006 3R, T A5 7 A s o 1 P 95 00 960 7 0 5 1
TiE e il AR SO T e A %o\ S5 AR ) 8 B i % 8 i 0 6 OB 1 R RS
fﬁﬁ - T TI6 97 T 2GR MEAR B (C. difficile) TR o 38 AR 25 TR 48l 1 X ek DA et N S e 1 Mg
LRy SENINIDGE, AR R CRE. KL, WA ERE. (G m R R R N R, IFH
IR LB T P R AR R BN BRI R YT 7 SR AT T AR .
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1.5

BTG I A E e AR, HORER AT B
JIiE (GIT). /NI (10° mL) Blg5f5 (10" ¢, M
TEAH T B SIG I T 28 M E (1], B, —A4L70
kel BAE B vE, e S F gl i1 A83.8 X 107,
FHT0.2 kg[2]o 7% HE PRI 452 AR eAar ) H R ik 1000 F
g an e, HeFRZEHVKTT: JEEERE ] (Firmicutes).
HFFEE ] (Bacteroidetes). JiZE# '] (Actinobacteria) f14%
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JEAT B 1] (Proteobacteria) . 1X L4 1R FE PR 21 A0 7% 1300 2
TAEER, REA BN NI 1002 53], XL
B W PR LRGSR OIS, IF Bk Z 1
WEFE R G A FAKRMGIE T AAE R IEME [4-7]). B
RIGEAES RGO BR8], (H2HH B2 315
FAFEEPNANTA R IRAAERIRAS 15200
[9,10]0 XLEFZMILE 2L LI B A FE N 2, XA
ME S E AT G e, HARE A NIl E2~5%
B ARk 1],
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AR, it B A ph T ek A A i R ) 5 i i 57 3]
KR 22 I DGV [12] 0 T T8 T A ) 4H R AN T B ) LT FEAL
R RIS R h S R HEAEH . RATHREIAR
B, JaiE BT LS BhAE 32 B R R A, ST R
T8 45 M R G5 R 4t, I 35 Bh i A X DL 16 1 16 £ 41 4
[13]. fxilr, WAiEE RS AEPRS MR FF(NAFLD). 6
O3 JRE RN PR IS S5 508 2 [ (R B SR A A T
[14]e ASCHRIRAVEGARHUE T4 ¢ 18 66 A\ K i
FRAEH B Fi s R, DB A S T A 22
A AT T P o

2. HEEEEANSEREPER

¥ T TR A A R N AR LA AE A A T e FEEE R D
M2(SCFA), BFE THREL. LMREEMAIREL, 2 MHiE R
I FRRE AT R I, R IR S 4T 4EA e
PRI, AREATRARE = e a4 s it 7 TR HE IR
vy, It HAEYErliafg i 2 E . B IREMH(E.
halli B\ e — =R EE R IR e, I B i s 3k
B LGRS 7= AR K B H i/ B KB, X — R
AN 3-FR AL T RE I R, RN 22 5 AR 4i e =R
B2 TREE[15]. S-FREl%, 1EA—MTESS g 40 i
BRI, AL AR S, WiniEiss)
F /MR EDEE, FoKFEiEid AR B (clostridial species) A
T HEIH BRI B A B o R R R R [16]. HiAth
WEFRAER T T WiE i 5 W E A= B &R .

Ji7p T8 TR AT ACU S R AR, W E R R
FRAE = P B 7K -, nis| Wi R 6 A0 g e -3- N R, 5
Ji 3 R v AR O, ] -3 AT TR 1R P A AR T AR
B (Clostridium sporogenes)F € [17]. BbAb, ZEHATFH
(Faecalibacterium prausnitzii)FH 7% 128405 R GACEY
B ZAMCUHRIEAESE[18]. MR (C. difficile)53)H
] Pt A 2 S WK 2 TR ) DR R Ak A, X SR B I iE B
FEAENR B R S BEAE FH[19]. BLEIR UG, IXLEHF 5T
UL T 7 B A AR 4R RE N SR IR AR B Bl ) E
ER . IEH I8 S RGN M V] B 55 — L8500 AH K,
WIHEAE . NAFLD. AERERVEE R 0o B hREA
G FIRR AR AT PR (14 1), X EEIR O AR T T A
HHEAT RUR o

2.1, JE
| VUEAT B (Helicobacter pylori) 17K 5 B ¥ [20]

Cancer

Dietany modalation Nonalcoholic fatty

liver disease

Drug modulation Obesity and diabetes

Coronary heart disease

Fecal transplantation . .
Neurodegenerative diseases

B 1. 0 PR S T Wl B AR R 1

G B [21 AR A SR ME A3 )2 ] . #2221
FIPEBEAAAE T NA B v, wIEIRE & A, G E £,
THAC RIS A1 B R (21 At i T8 W 540 B Ay e
FEINNGRES e KR 0 £ ZR AR BEER R (Strep-
tococcus bovis)[22,23]. We55 U & (Bacteroides fragilis)
[241F K aFT 1 (E. coli)[25]. XEELH A] 5] #2 4 5 I Al
PG| K SRAETE A, BETAL A8 45 B e iR B R e . %
JAUSS: 38 I AL 4 A 9 5 TollFE 52 448 (TL R s )Rl i & T Vi
S5 A %, WNF-xB. ERK. JNKAHIp3s, S#4
KPR 7RI SRE AT 5T I 3, AT (2 R T 1 [ 26 ] o

2.2, PR 1 g 1

NAFLDJ& it J7 1 91 [ 58 &% & UL (179 12 % B
[27,28], NN ELREIEF TR . BT H
5 R Rk 2 V)AE 0%, BRI K KT 12 A INAFLDI K i
WLIEIE 2 Fh, 4G 5 A8 I AH OC 10 )17 18 B B 2560 I 7E H
[29,30].

BRI, T8 40 4R A IR O,
1 5NAFLDIF AT A K & % U AH K [31-34]. Zhu%%
(3400 BF 55 2 BA i 308 7 A= 14 P 9 P VR A 5 R 1 i I
JHF(NASH)Z 8] ) B 2 7] BE 2 NAFLDH & Ji HL il 78
NAFLD &5 Hol 82 51 18 B A 0 24 AR 78 5 2 25 22 4k,
L JELBE A 1] ) R R 5 B FR o B R PR [33]. il e R
HAHEL, FENASHRAYHE B & rh i R BT B 1] sk 2>
[34]. b4, WangZE[30]6F 78 T JEIE B sl 4E ANAFLD
B 1) A TR B 1 2 B FL AR Y 55 U AR Ak R Ak 1) AE
KVE. Boursier®s [35]1IHF 7K BHINAFLDH ™ B 1% 5 )
T A TR P 2R U R il 2B S AR T BB R4 AH O, JUUFF
)& (Bacteroides) R B ERH J& (Ruminococcus) 5y i) 5
NASHAEFZE AL 1) 7= FRE E SR SZ AR OC . IX Be Bt 5T R W,
Ji T B A RS A R B2 5 NAFLD ) K 25 DA 2

H B 5% W18 B B4 s FINAFLD A% 19 ) LA AN A
MUk QiR n. 156, Wi w e B A3 i g



() RE B A F1[36], RERUAEAK(S 5 [37.38], FFisRS
5 MG R B B 28 0 A 5 i 7 A8 A e 2
DRI 1K (39,4010 FLik, 38 B R AN iz U 14 240 B 1) 2 o7 B
AR 0 5y AL ] e 5% el JHF I 98 0E (1) K S (41,4210 /N
Y T i AR K2 A IR (STBOS)AENAFLD H 3 AR 3 3
[43], XA 550X 26 5 (1) i B JE s 1 38 I 0K [44]. M
BE I E/ENAFLDI AR AL i S AR A, AR b2
T U4 M 98 RE [44,45 ) F0 i 5 2P0 [32.39]. EAFTE K
&, JEZHELPS)ZAK. CDI4FITLRANIFIE/KTAEIFR
SIBOSIPINASHE# H B 5 [46]. X — KINFKHSIBOS,
Je R L BAE B R S EEASIBOS, A LUEIT TLR-44i2 2t
NASHI R . BRI, 7ENASHEFREFES, FEdbal
MurR CD141#) F 15 LPSA T (1 H T 98 AT 9K [47] 6

2.3. REREATRE PRSP

KE NS0T T R B, Rl o B 2 %
[ LA 55 N R A 2 BB PR 978 (T2D)AH 5. B, Béckhed%:
(48] FT s R A TO R /N B 2 VR T 29% &4, R
S 242 R/ BRI A4 B A LU TG B S BRI FE G 0 T 40%, T
HHA AR ETC /N RAARE R IN T 57%. XA A
SRS 538 X6 9 R PR /) BRI 0 ik A 25 4 B MoK
W. WFFURM, SAHRRTEEE AN BRAHEG, AR/ B (ob/
ob) T8 B HE AT B 1T 2 B D T 50%[49], 11 JEAE
B TMEREE S . St b iR, REiE S rERE
AT REF AR KT IR JEBERR 1T, 450l /& R B X (Mol licutes
class). ML, WRERE/NRPISEFERE BT E /DRSS
BT B /I BRI A B RE T T 9 98 /0 BR SSRE RS AR 1 IS TR
B P A B BG N [50] 0 Y 5 /0N BRI S RE B8 R 0T T AR /DS
BRFIREA 2%, JF HH I8 B &A 5 w3 B BT A
11517

NBEWF AR S 7R T i B A 4 A A B 2 TR 1)
K F . Turnbaugh®¥ 501875 W NN S A BT
JERER T IACE AR AR DG . EAFE RIS, SRR
(1) 1 T 40 TR B2 FEL BTG B /N BRAR P, 5452 Y S8 A DR B 48
PE I C /N R, BT &R AR B 38 i [36]. AR
BV 8 A 5 38 41 T 1 A AR e A SCR O Zhang f 3[R
HIWEFCRTIESE[52]. AEJRE ) L2 A0 (B0 AE AT 1 (1 ) L2
U3 7 48— A % A 1iE (Prader-Willi syndrome) JLE, %
28 oG A YRR TT LAk R (53], To B /N BR
T RS AT R IR T TR R A LU 2 T TS (M 254
o Z AR AR R [52]. il E AL R AR B
T2DAH R [54]. FEKE FR s 58 3 vh 52 300 J5LBE B [ ) AR B X
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(class Clostridia) ) bb @l A sk b, 5 E B i g3 i,
1X 5 R A 2 v i T B R AR AL B T R AR ) [55]. It
A, AR (Clostridium sp. ) FLERFT T (Lactobacillus sp.)
A%} 175 K T2DA AR B E AR [56].  S1g B ANREAHEE,
W PRI A A v A e T TR A 1) = BEBLAIR 3]

Ji7p 1 TR 2L 5 M PR 2 TRD R BB SR A 9 2 ER 3 T
B DhREA T 1), W2 Ui, MiE4gntE = 42 SCFA,
M SCFARE S g 24 45 fi 3¢ A1 5 % 1) i 3 e e $2 1L 06 5 1)
BIRRMAEE. WAXEEME, Aaea k= b2
ISCFAT A GITAF3 G B Fe . IX Tl A R [ (1) )17 18 25 74
g Y MR s, FECEA AR IR T
Ho I E AR 5 — D EZED R & AT R, %
T FEVE S, R e I IR R R 2 H 2 R AN
AR R P R 1 2 A, A A LA AT R AL T B T 2L
A G G EE BRSO I, AT 2 Vi) JIEL 3] e A 57,58
Kishino%5 [59ESE T Wi IR 25 LA B8 2 A A0 g 7 R
7] V5 R T PR AR () i A

2.4, LI

55 N8 R AN T2DAHE ¢ 1 i 18 B A 9 AT e A2 2 el 0 o
IR A BBAh, TE A 2 KR RE R AL I N IR 2 1 AT
Jias P9 R EIL T 4 TN B 1] J& (Chryseomonas), 75 SRR &
(Veillonella) M55 BR 1 J& (Streptococcus)[60]. X —iFFRFR
WY, 3X 26 flg A A AE S e O A B GRS
NFEFERI3 A S AKX NFE B FUM 2 T — B, %A%
RYHEIR26%I1) = % FE IR B AR T I iE A2, Hohsr
TAERe . MENTE FAL R [61]. i iE w ifE e
TR R TR 5 AR U A [ B, 3X D R A e O
Z AN H R R AR T — AN FTREMIML . 560 5 4 B AR
PR IR B JIELBR AN e PR 2 T F) BBk 2R L AIE 512 (62,631 o
JIEL B 0 7 e PA) A T A i i R AR A R =
(TMA), 85 A2 IE Ak — B A o = F e -N-E 40
(TMAO). TMAOUTME W\ Jy 52 — i {2 20y ik 585 £ £ 44, 57
[64]o = TMAOW] 718 18 #f 5 7t /0o 22 8] R O K 1 98 £
Bl 5 TMAOA s g HIME I A o8, B2 S m 4 -3,
BN T a7/ [N | S U o kS e NG s Y B i Lo E TR e
[65,66]0 Ht— L HIETRR I, FHAEEBEEGH & #0) 713,3-
TR TR ) T A A B B I TMA, AT BB
IRTMAOIZK-, Tl sh Ak sk FERE AL AE [67]

2.5 fLIBAT MR
i SR R 22 PR IE 5 2R W B v A I X ) B B A A -
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Ji7 i e 2= 55 8 T AR RGN [68]. B SLIR T AT R
N, SRR B IO E R EAR N BRAHEL OB/ BRI
EE UL PRI B0 B 3 I A £ FEAEAT R (6910 TE BN B
B R IR BAR K 3 5 75 = NAZ AR A A N-H
H-D- KA AW Z AR (NMDAR) I FHENR2BH mRNA[70],
LR 55t e 7K~ R B DR TR RBURE J2 H ok 58 2 4 2 78 7 [
T (BDNF)[70]. HARBFFERIM, T EARZ R (Clostridium
butyricum)EFE ] VK E N FISRE [ 71 A T ESFLAT 5
(Lactobacillus farciminis)[72]. % IRFLFF B (Lactobacil-
lus reuteri)[73]~ Wa358UAF & (Bacteroides fragilis)[74]8%
SRS FLAT 8 (Lactobacillus rhamnosus)#H & [75,76],
CIRD S == N T AN VAT §7 A SR amerali 7N V2B el 2 (AN =WV
WS T 1 ML SR R BT A PR 7K P [ 76, 33X 3R B g i A s mT
AE A PR AT IR IS AE TR I T BE A, 245 A Mohle
SEUESE[77] ARATTAE T WS A PR 3R (&R 5 B A
T3 B )IBIT AR AT PR I B /N R, BEFe AR
PUAEZIRIT UL T A0 20 0 AH 20 M S R 1) 5 b 42 T8 J A
AT, I EANEI R 52 2 5o . SR, ZEAEA A
Mo R R PR S )G, RIREIEEERE (Streptococcus ther-
mophilus). 55X T (Bifidobacterium breve). X
K (Bifidobacterium longum) %2 ) LU AT B (Bifidobac-
terium infantis)~ V&I FLAT T (Lactobacillus acidophilus)
AN B (Lactobacillus plantarum). &) & FLATF B
(Lactobacillus paracasei) 8 [CHLAT 7 (Lactobacillus del-
brueckii) VAR RN AT FLAF B (Lactobacillus delbrueckii),
SIS /N BRI BE BRI S8 KR [77]. EAERIIZ, P
A XL 5 AR T SRR E AL TIBR I BRAHALL, X
PR A . A I — 5 R B R B AR
FIEI2[76]

LR JONE 1] Be 5 0 R P 22 1R AT PR 1 2 P 2 AR
AR VI IC[78]. A e AR 3 1) FE0 b A 4 A o
BA “Hir” ERB TEREME k>, Blautials
J&. FEKEJE (Coprococcus) 1% WifA B 1% J& (Roseburia),
D Jo TE R e ] A 25 ST 1 I (Faecalibacterium) (7K
FEAI[79]0 oA 0 TE 2 7= 7E 25 46 /) SRS A 1 S A 1)
Kt B (E.col) R =S JE AR W (Butyrivibrio fibrisolvens)
= B FRAIR[80], 1X 7R FE 4l B 1] RETE M & 1B AT 1 50
R 22 R E R SCHE . A K - B AE E R B 2
EHE VISR B 5C T0h 2 368 JoT A% A 1) i 3 4 R R TS IR BT A
BarrettZ[8 1 W S 7, o 7 460 ME 7L ER AF 14 J&8 AT XL
BT B R AT 2 PR AR iy -2 5 T R (GABA). Ut
A, PEIRE 41 (Cyanobacteria) = A& T &,

B-N-H L FE-L- N A R (BMAA), SHUS R4 ThhE S
5[82].

3. pEEEFE

ot

3.1. fiz TE G B 2E R G U

JY T8 TR ROR A A e — MR s ) “de e, H
FEPIo R R R SR A, BG4 i 1 1
T DA R 57 8 BRI — ) JATS SR A A o H AT AT 9 45
SR, BT TR N i TE B 0 B IR T T
Amato55 [83]HHIF 78 7R 18 7 X ] Re S BURBE B T 7K
SR AN B VR G B (Prevotella) /K P/, HIXH
HHS NEEAT2DA G, FESH A, JELBE B ] AL
FFEE T TR S @ AR R B DI [84] 0 EESRZE TS50 /N
SE IR IR, 48 5 R 5B B T B0 = S A B T 2
(Tenericutes) = FEFHIC. (RIS TrllRE8fE,
FFER T T 7K FRAIK (84 A5 FH 35 6 Bl ad AR B >R S0t A ik iR
M, WV A A — e A R I 7
T, e et AR R R AR (85]. A BRI B HEA T T
LB, AR JE S G i TE R A R A T AR R
A, EREY, SEIERRRIEA <A TR,
U Alistipes putredinis. VEHE & (Bilophila) AN & & ;
MER TS, SHOKWEYRKEEE R HE F 5~
R, B IRE R B AT # & (Eubacterium rectale).
A1 B B B JE (Ruminococcus bromii) F135 18 7% 264 5 &
(Faecalibacterium prausnitzii)[85]. it *} IiE #5126
MiE EWNINEPER R GRS AR B ED) AR
PERIREFE R I, SR SR B 5 S KT RS AT R 5
IEAESR, (HmmoK b &R B SAM RIS BEERE B M
B G J& /K AR [86]. BEAN, 2% &1 1 VE 3%
5 HA PR PR RS ST B R 7T INAH 2K [87]

mAETG, WIS A4 — LR, R RAnT
NZRAEHE[88]. & M aa EuRe®e 51 R ipiE WAtk 2
Be Tz E . BN, 52BN R, TERR R
T T B N P A 00T B 9 0 1 10489 (89,90] 0 1
Hb, AEBLLI AD 78 ai AR T BA P BEAE BN IR b 78 B AL
[91], XFERZHTWEMAESAES LI IE AT K
o, DRI R L B R, X B S T T 4
R, 7EM7E T B 2R AT B GG(LGG) ) L R 3 1
LT B AN XOBRT B8 T E G N [92]. BbAh, WS ETLE
7S B HE AT T GG AT LA 3 FLER R J& (Lactococcus)
FHFUAT 1 B K380, DA SR BT 1 i 7K1 A [93 ]



3.2. 2R g T 4 R ZEL R

PrAE 2 RIA TR R AR R Gy, X I IE AR
B A BE 520 . Zhao5 9410 L ik 18, IR K& R
Ak AL ARG T N B, Sl Barnesiellatsl & ¥ 5 Ik
KW B M Alistipestd J& 11K BEAK, 2051 AT 3 &
WHERE JE . Erysipelotrichaceae incertae sedis =7 5K
(Mycoplasma) 17K 0. B4k, /NRBIR BRI FG
ST AT LLS i — R Y, WSCFA. Z FEFR N —2%
REIBR B, ARRENE. REBSAN IR R E YT R G 0 [94]

XPUAE RIOIT B SR N 5o X 45252 AT FE 3R
PIVE BLYRIT I =AM 104 H HHTE] 1) 138 40 B 1) 93 A
XK, WpiEAES A EE, JFH NS N BERAES
B 22 7 5 (951 MkAh, Pt RIGEE S FEGIEMAE
SR, FERIUCNE Z Rk, REE
PUERAT L — 5 R EER K E KRR E R
WK, (HARIEREEWE[95]. XA K ILHE 72~ 17 18 i A
SRR R, BRIFELHKHANRE T . ¥
e G2, S B EAAHE AR E A B
A Y] R %A AE Y1961, FF HL AT L 7 1E ik
AR A, PR BFERMPIPIERESI[97], WR
KIAMEH, "Re KA IEMAES. Kk, @idd
AR o T R R R A E B BRI T

3.3. FEEE R AE VR YT T 4 B 2H AR

19584F 1 IR I8 T 3% B F2 A (FMT)E R MEAR B8 V3 9T
R [98]. Tk, KA TR E MRS
IR B X MEAR B BRI V& YR IT B BT n . 3SR AE TR TR
SRR B LT 2001 s 81%ITIXR MERR TR S LI (911 7E 25— IR
FEEBAEIRIT JG 13 AR [99]. X —&5 R CLFE232 44 Bk g
R AR B A0 0 2 R B DI PR A8 w75 ABRAIE . T 4
O, ST ) A& 7V GBI 1) 2% 5 VA VR 1) £ )% B0 i i
A S IR 2 [100], 8 T AR SR R4 1
Pt ai, BRIRT AT S VR YT 2 A B (1 22 4 it S5 it 2
7o AHAARN B [ B2 44 P i 00 2B A FE RS AT A EL A AH 5%
PR RE R, S BE R = A = 5. JEH, FE
FERE 23 P AR B T TRD B T ] B K 31 S S
AR 24 R K T, T e X AR B (1K) 7K T DL M 4% P
£0.2%[99].  H A B Rt 5 FE RS R AR DG, AUFEAL
AP MASTZAT B 1] (Proteobacteria)El) JEEE B | ] AT
I THIEEAR[101-103]. H BRI HIEMAESFIFRE 95,
Kz i R UE, XTSRRI B, VPR BT
RS, LA AR E RS

95
4. [RE

ASCIR G | — LG il B S &R R A (A
(1) 5% 22 LA ST P i v A 4 R VR R BB 9 . FRATTAS
BERIM AR, MR E—SRH A, RikE
IR TR . WX DT THIR W, W18 B R AR N SRR
HAAT ZAEEW . RIS, R A 245 nr DL ik 2%
JHERTT, Wk, AMAEEREE. Fi, J&AOTA
DR F 5 XA R TE I A S UK, IF BT R ANACRRE
(CANAFERE P 90 RO ) dar i 52 10 Jip S P AR S B 2L R 6
THRAVIERES N ERE Y, KA AR U
EARA VI,

H AT, BaiEgh s R SBURHLEE A FF IR N E) T fR.
AR T AR 2 W0 v R I8 B — S AR Y (o R TR
SCFAMIHGH) /™ T K AETRE, (H2IATA 5] X Leaz 4k,
(RS S N R ANIE 2. W T IXETh e B 1 1 i 2
VT A E G R SRR . H AT, R — L K
P55 5 S P i 0 A TR 2 TR AR DG HEAT T B A
[18], HHFRKRVIRAR . B, WX LLIELE
S TSR R AR AR E A, T2k A 2R
SH LSS T, ARNREA. MEM¥R. »TE
M RAEINE K. &G, RTHIEHFEEMREZNE
P Ivs HAE FH BT A3 R T — AN JURIE 2 AU, W
BLRE I DGV W T A A ) B FEAR = ) an e ik N K 9 5%
M N1 & PR & TR

¢

A TAEAR T K B RFHE A S0 H (21375144 F1
21105115)01 [ 5% 2 s FE b 72 & i i &1 (2012CB934004)
iohAg=n R
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