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Research advance of human gut microbiome and related diseases
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Abstract: There are trillions of microbes living in the human gut, which play an important role in maintaining
normal physiological functions of the host. The changes in the composition and function of gut microbes can cause
serious intestinal and systemic diseases. Based on next-generation sequencing technology and bioinformatics
analysis, the human gut metagenomics research not only greatly promotes the overall understanding of gut
microbiota, but also facilitates to realize mechanisms of preserving human health by commensal bacteria and their
metabolites, which brings novel ideas to assist diagnosis and treatment of human diseases, such as intestinal
inflammation, metabolic diseases and malignant tumors. In this paper, we reviewed the latest progress of gut
microbial metagenomics and summarized its applications in the study of intestinal and related diseases.
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B, W AE A A A PR SRR AR N i
TEVIRFIE o BB S E R N A HEATE TRARDL
AR eI, P E Y AR S S e )T
HIBR AT e S 2 RS, JnABIE . & IR AN AN
PRI SE AL, SAEVERAR . 5t MRS i ¢
A0 2 R 25 18 1 B T TR Ak 0 DA R 45 e AT
o S iR

1 PEME T ERA

N T FRIGTE AT NSRRI 5m, 7S
TN TE A BRI AE IR VR AL R AR B A Vi T
EMH R € A s 53R, FEEH TS
BN B 10%~50% 1 “ B R 7% 7, M4
70% 7B A=Y B A% Ge s 37 7 v e LSS, PRI
T BB AR A A R B A, BLEE
AR5 I8 A A S S A R R Y e R 4
% (metagenomics) T A K HHESN T N FK M iE A
WA IIRETE . 1998 4F, Handelman %5 ¥ k4R oo
SRR 2 M, RIVEL 3R E A8 Hh A S AE i
FERH . JoHEDR2H 2 gk vF 2 b B RS N RO 7%
F [K] 21 2% (megagenomics) PR35 3 [K] 21 2% (enviro-
nmental genomics) B¢ AE 253 K 41 % (eco-genomics) ;
18 H A7 & b s F ) & metagenomics, K, A
KT LR 2H 50K — %) .44 17

TCHE PR 2H 2 A 00 AL FE A ] 55 7R AN ]
Br R A R R 20, 0 vyl K HUEE DNA
FP ARG B2 b, T MR e v R 4y
AANThREIEN e %A 70 AT BLEE I 2R AR B AR
WS R, BOVEMREAT R L —. ok
(Rl 4H 20 LB R RS EAAEE ACR AR . R4
DNA #2H. 14 DNA SCFE. DNA Il 77 F A 915
BEEA MRS (DT,

PL Roche /A &) [ 454, Tllumina 2~ &) [ Solexa
1 ABI A w] ) SOLID 545 A AR 19 58 — A0 7
HARRFEE . fIyaE ) P& E &5,
732 T AR A B AR RIS 3 B Ak A A ) A
PP E e 22 22 . PR AN S 2 e Lx J5 49 2P 2
4 BRI AT 20 ) DNA J7 51 (scaffolds), SR )5 14T
FELRI TR AN 4324 P10,

AR, Hbs BAeE R B TN EMAE Y e R
S T 1118 s NE i 7B Ebve- PSR R T
(European Metagenomics of the Human Intestinal Tract,
MetaHIT)(http://www.metahit.eu/) F13% [ A\ K E)
ZH 14l (Human Microbiome Project, HMP) (http://www.
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hmpdacc.org/) & 738 i KRB 7 IR A2 B4 1
EWMAEMA, IELL NS BT TR T 78
VS . HMP tHRIBE NS I SR Rk
Ji7p T8 AN 138 55 18 AN AL A AR M B A, DA
Zxfl H NAEA R 28 B i A R B, RN T iR
TR 53 A 1 100 LA B AU AE P38 e oA AT 0 ) 5%
M 1Y, MetaHIT 1K1 5 55 8 78 A\ 2 18 b A 4
AESHE, ik — P IRERE S N BRSSP K
RIRMEFIRRHE, HutR 4 Rin, Ko MEm
EMAEANE L) 40% MHFEREEE, BRZORR
99.1% Wi A B R R A BRI, HARIEHZ )8
T, Ak, BB E A . R
(Firmicutes) F1¥UAT 1 ] (Bacteroidetes) ¥ 1 i 18 134
A A Gy, HoAh A B A5 R TR (Actinomycetes)
T A (Proteobacteria) YTl ] (Verrucomicrobia)
MR AT @ (Fusobacterium spp.) it 5 EL A5/ U2,
XA [ A e NFEA R SE(E T AE AL 7T o, A
IR ZEE AR SR E R, 3 2 FEETRA
i S AE A R R Y AR RE D)
MR BN, B MES A & BRI
TERAEY), T HX SERRAE T AE Y DNA B8 80— FF
EHEAEE, A UARYEAMA I E A Y) DNA [ fE
FRAEREAT MAE S 0 55 0o A RN IE BB 5 A2
2947 60% bk R FF RS E,  HEDN i i b K 2 B B
R e T geRe L4 M. BpiE e T K
IRIFRGTE , AEPIIRA N W T8 T A= B e ok 2032 7T
fE S mmikE e 1

MBI A 22 e B FL AR SRR AT 1 e
WD BSNGIR I 5C 2, FEId I 7 i J2 DRI A i Feg ULk
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PRI LA DI RER S, A DR R R 4D
SRS B o AR ITAF PubMed HUHE FE A I, il i
FEVUER AT R BT ES, BLE 168 rRNA
MRFHAR, JCEERAL%90t FutE £ R iE 100 7314
MUEMZ R R AR T Frigse 1.

2 ENMEMENESER

2.1 BAEREMENE SIFE SRR MRS

1 5 W8 23 & AiE (irritable bowel syndrome, IBS)
R WHN R —, LMSMHEa R R .
BV« HEAE > BRI AT MR 5 O B EER, T
1 B Wi g M s S0 TR AR e SR B e, R
RAIFHLESARAL AR JORE o B 15 o e 453473 sl ik
PR MU S O, DT RUPOR, iR
YRR AR T R R R R R R, (Rt
97 JR A 5 P T RE (R R B AR, AN AE IBS AHC 1A
7 filE JORE P R FEAE ] U7 R 3 R 4 2 T VR
FoHeoN, IBS g il e A i % B S 1w A
R A RAR b, EERIEMEY 2 FEE D,
TERER 1S B, RN ETTSE TR, P
(1 AR 240 S A B B 1) 1~2 i 1S, ek it s
(inflammatory bowel disease, IBD) = 405 7 &' B
(Crohn’s disease) F1y5t 975 1 45 % % (ulcerative colitis),
J8FH TC R R AH 2 07 VA UE R, IBD B35 i AR ) A%
5 IBS B AL 120,

P A= P 25 A AR AL 5 B 8 B AR P
A, 5l MIE IR R, R R ERER
X EEAR =% B e R . — TN R g1 ot
FER AW CIER, IBD B i e T R S A4
[ Roseburia & & NP Y, OB KIWFFCIEH T B4k
HA 5 BhiH AL AN P 4 9 Dh 2k . Furusawa 25 #2178
RO, M= T RS/ N IE T 41
(T, 4340, BEE T I T 40 i N 2/ R
e, NG REIRAR Bl s, i A e
TERATE JOREME R TP R E EEAE . BRI LR 7T
AN BEA 7 V10 A AR B P 0 P % 0 R 1 4
T, A 0 5E R 4 22 A B S 56 A 90 45 R A
P IBD 1 IBS 70 AL R T R 50, iz
HITIRGE TR B A k.

22 BEMEMENTSE SR IEMEER

6 EBORKED & BAS YRR A 5E 27
R ST i B B R T PR S FIR . 7
I H KA BN FIWT T, S HT 16S rRNA AR FE
FPUEBAE FRAS R R JRERURE PR3 25 4 B AR ik

R E M IE A A S R T BEAR, E
SR IR Py T B B R TR 11RO B 1T AR X B
B DLnHE R 55 R kR, 456/ AR Y
MR AR A ST AL AL 5 LR 78, A AR I
VBB T FE
221 JGEMAEMSEFRAR

%5 i LB (kwashiorkor) /& — 2 1 BT ik =
() B FRAN RAE, A TR R R B4
HEAA 2 BE BT S, (HERR S
FE IR B 1. I FH 3 PRI A 2 6 A I 2R e 0 I 5K
ShRr4E ) 317 %5 RUKLAG FRBE VTR e 1 B iR i
B T AR oA B A LIR Bt JE B %, Tk
VAR 5 K5 WARDR R fE e R 2=, R m ik e
HE TR R G IE A DhRe, PR
Wit B ZWE TN R IR RIG )T & IR A RE R T
BE RS, BT R AU EXREIR T, BB
JE N T A ) (P AR A R BEIR IT T &
222 JEREY ST

. FH o6 2 R A 2 07 3 PE AR IR /D R 5 9 55 70
Bl DA B PRI A K 1 P 2 R il £ 5 IR A 6L 1 1) 17 3
PHE, 25 3 0 IR AN A LE s 55 A A B B 1 1Y
FHXT & BT, MM B TTIAER S & N, S5
AR R T 45 R — 5 B, R I R I B 3
RO/ BRAEN, TR/ R BRSO T
RE RN, E B AE AN A A 1 2 B R Be B
TSR A ISCE SRV e 71 B P A v A 0 A
INLE SRR & TR I 2 08, 7 i R I e b
AFLEE NG TR, W FLAE T T e 4 e 52 2% (R IR o,
et e e i g b iR, AR, i
TR B B 1 R 53 A0 AR = V) R 8 (2 2k HE

Cani 25 PV I LR 00, RpiE A0 e 7R A I B R
Af LR EAE . B IR R AN R 4 R, Rl
RINER IR NFFERIGIN T 2~3 1%, [F /N iE
W= i 2 i (lipopolysaccharide, LPS) )41 1 & & 4
e TEIEZLR NiE LPS 5 /R 4 s, 52/
A5 FEREAE b7 2 B i S R B
FHIE, I ELAEFFIE PRI 2] T RS RIS, $2
7 LPS BVF R AR — Mk R 2R

W& R ) 2 5 N AR V08 38 5 K 5 =5 22AF
F, AR som AR B BRI & . Li 2 B 48
G u R AR 2 5, SR B A6 77 Tempol
e 75 U T B TE R IS 2R T IR H 1),
45 3L I Tempol ¥ 7 2H /) B 38 7L IR 1 8 % H 3
b, S8giE A B BUIHER (tauro-B-muricholic acid,
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T-B-MCA) ik FE 1 1. T-B-MCA /& i N 2 51k W
AR AR A IS 078 JE B X 5244 (farnesoid X receptor,
FXR) (1) 4% 52 # 45 $1 7], T-B-MCA ¥ JiZ 3 w410 ]
FXR {5 510 2% 17728 240 JEJHE A 2801 o IX P Tt 9
PER T B S E VIR VE 450, SO AR = P
KL B ReEBNAIT IR H 1.
2.2.3  JIE A S HE K

Karlsson 25 PV F] 5 #3015 25 20 # ok 1 IE A
AR R AR R s R A 145 1 R 13 e
PR AE AL, FEARIE SR R BdE . 7 —
ANBUEREARL, XF 2 BYRE BRI ARE T B R Y AR 2
Wr B A B HERA I, B S A 4 o B DR 2 O A
AR S TR 2 BB PR O G T E . Brown %5 PO H
IMTumina 5460 792 560 4 20 1 BURE R - {8 BE X I8
AR ZEAE AR Y3 R 4 DNA IR, 7531 300 124
B RRIIE XS, A 100 5T EHE 5 SEED
B4 (http://www.theseed.org/) LE X 5 KL, 5K
KAGEPARU . REF . B AL D Re FIR A A 5% (1)
[RIFE 2 R PR Th R IA FFER A, T4 FExt HE A
e i BB A7 S PR IROR 2 1R 5 R Ok 2 [
FER S . A, #E—P RN 16S rRNA 74 &30,
IR A iE h E S AR AT R 0 4H B A
B, XL B ] G R B R R DAGERE i R .

o 3 A0 T 7 AR T A 7 2R AT DU B R O T 5
ECIR B AP, BEIORE R B R, NEERER
i SR AR SR B AR IR B SR & . T
R, X — AR N AR S5 e R .
Pussinen %5 Y N F K RUASE BA F I 78 05 v, Bl DT 537
240 R R N 462 44 4k BB PRI R, BIEAE 10
RN EE RS IR R A BAE R, 5 SRR I
HNRERIEE S W MERE R BAE G, NERE
PERRI N — AN B A07, e R 4 R 1A A PR o3 R8s XL 3
T 52% 0 3K —HH P 7 Ay 601 0 W PR S s B
Kg . KEMFIEST, WiE i Y dhn Rim K 4,
DRI, 3E— 2 R ON 1 i 3 A 0 1 2L R 1) i
BEURIN . TR AN 788 RS SR A 0 L B2
23 BEWMEMENT SRR

S5 B A o R H AT A 16S tRNA I
PRI, S5 IEE R EAHE, i a gt
AT B8 & 2T, AT Be i T8 R 25 4 e 5
L T RE AN SO SBIAH 3 B, A8 T 1 4 P 4%
R N &5 g 16 UG v T8l AN, IR ST R 2540
A DA PRI Bl KUKy . Kostic 25 Y 5% FH A% Wi b 4T B
(Fusobacterium nucleatum) 5 N 45 B My ¥ I 71 95 A%

PR Apc™™” HE FE R /N B P9 DA R AT B R
5 G g R 2 AR R, 45 SRR Apd™ N,
(Y I8 £ 43— E b A AR AT B P E NF-xB J0E
GIEE, (RN RpE MR A K, T HS AR
FF 5 i B 11 45 B P e LA 4 ) 098 AT AR R
[FlF, Rubinstein 25 U B FEHEoR, AZRIAR AT 14 15
W% E E N AFER . E-cadherin 5 %fff 73+ FadA
SEEMIATTIE—NEIER, &% 51K NF-B {5518
B RS, T EGE M T

P8 4 B 7E 2 5 1 B S AR b 2 e A
FEJE (A JE, 24 ERPH M AT B AT 38 oK JE R e Ak
S i AL (R 3 FF A A A, 338 0 51 R 4 M
o SEXG/NRFE RN L IR, EREDN R
it 2 K P A B A Ak L 1 /N R 3000 5,
BT AT A RS P AE RS, IEREDN R
BTN AT AR B R, SCRF TR RUE I
AP RRPE N R S . TR S s e MR T g
AW, ENSGEIE SRR, B S RE
YIHENEERITINER, RIS RYRIT I e, 7T LA
FELR B2 11 IR AL

3 NG

B A 5 NSIE R T a4, KA
J SRR RECAE 5 N SR TE P Al 4 B i R
DIMASG, ZERFIaiE RS EROASE P, BAK
i 38 A A iy i o PR 2 A RS 2 0 N AR i 18 K% 4 B
@ AT+ R R e OB AR 3 SRR A=
oA JE 220 W D9 LR, 14 i 6 2 DR 20 22 Wt A K 3
HESN TR N K TE A AR, AL i A
Yteve ST I i R Dy s OB T, AT
BE— B I 1 Y R 0 2 ROR T R SRR L M TE R
T4 B RGERA PR E AR . T iniE
A=t NS A BRAN O HAT B E R, IR T
AR T A= e B 2 RSOM T g LA R i TE A=
RIECRALE], 0TI TR AE ST i s A H:
MR GEIETI, LA AR BE i A= P R R A
B3
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