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k. RINKFHBHIR, BREEFR, HFXFHELLSH, TEERF
SREMAZR, PREMRESRMAESAAR, TRGLRAFES (APAGE) ¥ 5
BE, #REMALL (WGO) HERRTAER, BF “8637 Millfid &R
KR ERAER. TBHRTE  EMESBRR. AETEAFMBEAL
K AT 300 &, SCIMFKAELL 80 A . BRI A T4 Q85 A K
A KGR HARE I K INRIE IR IR 09 7 iR AU AR R, BR R A e 2 A8
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(1 R M E B AL Ty, d65T 100853, 2 FigEBRES T, i 201318)

i E . RGEMEE (inflammatory bowel disease, IBD) [1) /& 93 5 Rl fEJs 5 I 4F SR AE T 5498 [l N R R4 Tt
A, HRWMSHE 5 BRI, R, BEMAES. BB REEZNEA K. TRV S RmERE

IBD kA5 A AR F DA B S T T A 25 (A6 T 5 AT TR R0 .
KA« RIEMMR ; IEREDS s s AR EHI) 5 B AR
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Gut microbiota and inflammatory bowel disease
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Abstract: The incidence and prevalence of inflammatory bowel disease (IBD) are rising worldwide. The
pathogenesis of IBD is multifactorial, involving host genetics, immune response, gut microbiota dysbiosis,
environmental factors, diet, and so on. While the gut microbiota has been proposed to play a key role in disease
pathogenesis, it has become a hotspot in recent years. Given this, the gut microbiome changes in IBD patients, the
interaction between gut microbiome and host, and the treatment of IBD based on gut microbiota were briefly
reviewed in this paper.
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e W AL S5 5 B0 U0 S R 5 A R A
AR, AR FIHBIX (¥ IBD s 58 A1 5 e 1 5
Rk F T, BIR IBD L8 WA — Fh AR K5
i Mo BT IBD R AR K J 2 2 iR 2R 3L R A
FIEE R, EAETE 1 18A% 5) I IR . WA e S
PERES . 8. S, pERMES R ImE
WeEY S TE EmiE B S AR AR R EAR, 72 1BD )
KR RA IR . ASCHH AT E A S
£ 1BD H BT TE i e Sk Wi i R A A SRR T
HEAT DA -

1 IBDEZEIERESHTL

J 38 S A o A 2 A TE IR, W pH R, &
% . PUEE K (antimicrobial peptides, AMP). [ i
AEEE W, B+ fehEEE, pHEA E
MR &, ASEE L N R, Kk,
b ATE R TICAR P AR T A 3 Ak AR ) S T TR R T
. IBD B M i Ae, Wl pHE. A5 &E.
PUR RS IR, 51N E A v E A
e AR . — 6 447 ) JLE BT K CD /& i 221 4
R NN B XS L i 2 R it Fe o, R
ATAEATYETT 1) CD 2 JH i 26 RS AH G B+ i 480 17 P
SN, 40 Enterobacteriaceae ( 4T Al ). Haemo-
philus ( B IMLFT 1 ). Veillonellaceae ( = 2% [CER B AL )
Fusobacteriaceae ( #2 FF i £} ) 25 P, XA R 2 RN
Jip i IS M AORE I, 386 MBS i g 4 i DA R B
SR 5| SV PR ARG I A SRR, A s oA AR 8
FrEl. LR, KEWFFUESE IBD B # miEMAEY
ZREVEAIS D, A O AR, AR
18 99% MIAEMSE Rk B Faiw Y, HArocT IBD
J¥ 3 T A D A T 32 AR R AR R R B T, LR
A5 2 (B FE AR 2D
1.1 IBDEEFEMAENE

N 7B 40 7, Bacteroidetes ( LT ] ) A1
Firmicutes ( JERER [T ) o540 A 40 5 A 5 1 90% 7
£ P 2R s IBD H i 40 g R ]
SIS Bacteroides (AT THEJE ) HA AT T
AR, (R R AR RIAKER, (H
AT B AL IBD B35 ARl A E S . — TN
A 9 R FE 706 B & ) 2520 i B, IBD
J¥ 3 AT B 8 KT R NI b, IBD JE Bl L
R A AT 181 J8 7K B B PRGBS Ak T 22 B
1 UC 83, H s AT 668 KIS TR
BE o 5> IBD BE AT W B K-V ThE, X

H VAR N, X U B AR Rz IBD 5825 iz B
e A2 4k 1] B A A . Proteobacteria (ZE TE B 1)
B E I 5 — KK, KRR mIESUR
W E TAIEE], HEHEF AN IBD B piE
BILE TR Y, X R R, iGN
ZAELLE IBD (R A kA BEEH, AinE R
K5 IBD RAEKHR IR R BRIEATTEE, M
it — 2B LA 7T

BR 1 ORVE il A AR AR A, FR 5K IBD
() B R BUR AL AT T AR T, AR,
Escherichia coli( KgFFE ) 5 UC #3% s 4 H 5%,
TENE NI UC B R M iE WAt E. coli 72 5t
HAEREMERHE, £ IBD KIS A8 A f
AT RE R EE A ER Y. CD B M
RI—LGHT R A B P2 D, N Feacalibacterium
prausnitzii. Bifidobacterium adolescentis ( T 3 X B
¥ )~ Dialister invisus Clostridium cluster XIVa %% ;
SErenr g R R RAE SN, 40 Ruminococcus
gnavus (3EIRIE B ERE ). Mycobacterium avium subsp.
Paratuberculosis (MAP, £ 73 F5 FF B Bl 45 #% T2 Ff )
F1 adherent-invasive Escherichia coli (AIEC, 7 [
228 MK AT B ). MAP A1 AIEC 8 I\ K /& CD
Bk K&, AIEC HFREMEMBME, 7E
Sy I AE EAR N 0] OB R B R AL, R R SR
BUR IR R FHIRIE, 518 4R . MAP
I AIEC £ CD 3 ) ML br A vl ks 21, 1X 5%
B MAP 1 AIEC H/ 3 & iD= 28 8 CD &3
Ry, IR RE SR AR s

A Hh L 5 IBD MG EUR B, W Campylo-
bacter concisus ( {25 A5 )« enterotoxigenic B.
fragilis (ETBF, 7= Jizp 8 2 Jia 55 #0415 ) 55 £ IBD
W R E—EEM . C. concisus W] 520 Ji R i
HFEME, JHEHbrE 32 b R4 N I 2 E s ETBF 1]
S — MR R BT —— 8K & B E O R,
% A gk JLE KBTS - ETBF /278 T 2
19.3% 7 IBD & KN, fEshP)5c8 + ETBF 7l i
FIL-17 Byt Rk, Sl GEMH &k, NS
O™ (¥ i 2E s
1.2 IBDEEMEEENE

FLBE AN B NAR I TE AR A 5 P A
I E . TR IET IBD i A v e 7t = B4
HPEANET, 0 BT AU R I LA s . B RTOC
T IBD 5 18 1R 5% ZR R S0 35 T S AR A 1) )
o SUHEAAAHAL, B A N ) 2 R A
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RS AR i, PR A )M OC. Petersen %5 1
W5 R I, fEFFZ IBD B E v, giE e i
Blastocystis ( % % il 1) A Dientamoeba fragilis 5
WA UC 2K, -7 R0 3L B AT sExS IBD
5P /E . Sokol & "V Xt 235 {4 IBD i % A
38 {5 fidk S Xof IR () 3 4 bR A4S 2E 4T 165 40 T A1 ITS2
B R, 459 5N IBD & Bifd B ARE Saccha-
romyces cerevisiae ( BRI LR ) L/, Candida
albicans ( 1B 2Bk ) EL 38 s 1IBD &+ S
cerevisiae 1) /> 5 HEL YN B, W1 Bifidobacterium (%X
BFF# ) Blautia. Roseburia ( % (K J& ) A1 Rumi-
nococcus (8 B B JE ) Mok > 2IEM R H S
cerevisiae M C. albicans 53 7§l /)N BB fil 2 I 1)
W SR 41 s (BMIDCs) LA FAl IL-6 1 IL-10 (1) 7= 2E
1L, S5 Fh B I IL-6 F= 2 AHAL, (HHTR
AR T IL-10 ££ S. cerevisiae RN P2 42 16 BH &
tt C. albicans IR P2 A0 % 5 AR ANHE 738 HBE
AN LIS S — Bk, i IBD & P 10—
P T B L.

HOR, FEAELEE T TR e B 2k T RE
ANBETEAMRRE IBD (R A, (HIAENIE R 0E R R
R AT e kP B AR D RE. 140, Dectin-1
S PR A ERLAH A P 2 AR SRR 4 g
FKIH C- BEE R, &R0 R 7 5 B 40 B B 1)
B-1,3- HiZEHE, WELEE S JEE) Thl7 /3%
SR s Dectin-1 473 ()15 5 18 6 G616 4E 47 17 18 f A=
BRRRE, MHImIE RAER KA 5 15 3 Dectin-1 J&
(CLEC7A4) KIZRAZ 5 3t UC A2 M. ix s
FL3R W] IBD 8835 i i R 1) 22 4 1 R0 2H R 2 2R L
(1), HAE IBD BRI AT fe R 4535 A E .
1.3 IBDEEFERSHE

WmiammEH BER, —BIEMEK 10 54
i B, E T A SR K T i 8 9% 55 41 (Virome) (R 7
b o MR AR i e a A v EEE
S [l S8 40 TR R 2R 5 Wk TR AR AR 58 AT R0 — M
BREOFEMEAR, 5SEAYEEIEE ER%
K g% 2 M. Norman 25 ™t IBD £ 2 K fi
NFESEAT i s s L Bk, R IRAE BT A NBEH,
W% B R FR ) Caudovirales order (5 FEEWEF 4 H ) A1
Microviridae family ( /NGB AR ) & 3 5 i 10
% 7% ; fF IBD H 3 v Caudovirales 3= & J2& 38 i,
1 F e IBD 2% 1 Microviridae /2 & /D[ ; i —
W58 R I Caudovirales WA 5 Pl B 44 5 IBD #H 5%
Lactococcus phage ( FLER B Wi B 4K ). Lactobacillus

phage ( FUAFEWEEAER ). Clostridium phage ( 12 # )&
W% B 1K )+ Enterococcus phage ( 17 BK 7 Wi w6 44 ) Al
Streptococcus phage (‘BEERBWE & & ); £ CD & H,
Caudovirales 5 J#/> Y] Bacteroidaceae 41 # 5 5 AH ¢,
1M 5 38 0 769 B 41 56 B A1 Pasteurellaceae ( B AT B
Bl 4HE 2 IEAE 5 76 UC B PR R B B IE
AR R R, RUPWEFLLLE CD HHAE UC AR
AR RYE . Kernbauer 25 UV 458 F —Fh)N BB
W EE E M OB /N, AT DA e 3 A 1 T 1Y) T
HE, 80 B /0N BRI 3 SRR (A A9 B0 22 R, i BG o
CD3' T 24 H . i IR4EM TR . 42 mdiihoK
A . BN B AR R HEAE F I T A W I 4E T K
WS 5% . Basic 25 U7 DA N F ¥ G0 2 L
IL-10 SkBE/NER, AT 380U bR BF B AR, RSt
T Eg AT ER AL R BOSE Il R AR, AT A TE A
S5l RAE . XLERE R, JRERALALE IBD R AE N
B R R R A5 E — e R, R EEA ] Re
AERCA IBD ) — Pl R bR o

2 BHEMESEIBDE S PNl &1E/ER

WIE AR ST VR, 16 ERREEL
PR FEAHEAEA, FLFEFECIBD fkA, HFERM
HAEASATE IBD R AE I BARMLS R 120 B . AT
FLINHN, IBD WIRAETIRRE T 1 a0 gyt A2 - J
IRBE B S T] 51 i = A A N U B, S B
T A2 5 2 I A AR (R s A A e
WE& 5 ), 8054 R R (short-chain fatty acides,
SCFAs) 7= A= , [F] I gy 5 5 28 T 1) 28 V)= P o 38
XA E S THEE, wmirEeirak, m
KT HLL T, 0 Clostridia( BOR ZE AT ) 104K,
TSR EUE FERE . R iE R R 2
WL BT R E LR T4, B 40, Gk
ORI, B ElERE RE Y. fE IBD &
AT, GIERED LT 58 K 15 EE
YEM .

2.1 FEHERRATER SRMAERESHHEEER

KW i) 3= e e ERUOK . BRI Fhd4EA &R
Mg EITT RS, WRMEMAEE Rk &
)77 4 SCFAs 13 Fr. SCFAs 48 & ik J5l T 5 1E 6
ANCUF IR, (el EEUL AR AIRMT
&R 3, —# 5 SCFAs [f195% LL I, TEJFIE + 1)
WP LU 294 3:1:1 ; SCFAs M [ 2 45 i 1 23 Ari
A[R], T S 4 M 332 3 4 P ek 1. K
SCFAs = % 1 Jlgp 38 B B R B /K AL S i A2 i,
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Bacteroides ( fl ¥F % J& ) Bifidobacterium ( X B #F
J& )< Propionibacterium ( NFR# J& )~ Eubacterium
(EATHEJE ). Lactobacillus ( FLFTF % &g ) A1 Clostridium
(R g ) EFHReE I K LT 4E 3 7" 4 SCFAs ; £
FlipEMFE A eSS R E, WA EE s |
PR = T pH UM B R 5L TR ) L 1R 8 e it R P R £
BALMFLIR #% 487 42, 11 Lachnospiraceae (&1
e ARL ) A Negativicutes ; RKZH) T B H Faecalibacte-
rium prausnitzii~ Eubacterium rectal ( B EAFFH )~
Eubacterium hallii ( 7 IREATHE )« Ruminococus bromii
st o g 119200

SCFAs X} fiz b Rz ape Ry 1EH, R4 fe
B AR R TR, s EeE bR 4
PRI B R SR IA Y SCFA BUK ) G &
FHEE 321K (SCFA-sensing G-protein-coupled receptors,
GPCR) /" SHUAR G RE N, ML e A 5 B A
FI B, SCFAs R LAY HTHLAA [ 5 Rk oy A i R 3R
e, Fln SCFAs n] it 5 5 1% b 57 4 i 4y b
IL-18. Piwifk. ZEAM LSS EREANRIA
SR 15 P 2 M I o 1) S B 1+ SCFAs 1T i G b iz
0T RS B JRE A, FF Y SR MR RE s SCFAs
Al ik GPCR & 42 A4 i) 2H 2 1 Wt £ 1 (histone
deacetylase, HDAC) 342 K147 T 40Mu1)fE ; SCFAs
A] DAFEAS [RI4H M A7 38858 R 115 Thl, Th17 1 Treg
4 M () 7= £ 5 SCFAs i& 1] 38 it #1 i) HDAC K 411 ]
7SN e e VS R S o 7 SR 1
IgA"™ . W7o, % SCFAs BUfE i SCFAs =4
1) 2 A B R RE 8 S IBD ER . —TOWE
TR 2 O AR, i g i (<65 cm) (1)
UC B3 J5) 54 FH L Vb hr A T MR #h (80 mL, 80
mmol/L, bid) 6 JA#SEIbH BRI & 2 BT 41 (80 mL
oK, bid) I RS2 2 52 T, R KA
2R H R i R A e P
22 HARESHEMESHELER

Ji7p T TR R ) e A, o3 ad B ZH M ER T 40 v
A LA % 22 o 248 i AT P 7 A fik R T AR 56 R B 9% B3R
R, HE SRR R R R B, TgA ZiH1
TERE 2 RGN — a2k, 2 EZE RN 1.
1Y & 5 b R 4 P 5 e R BR AR 2 AR A A il
IgA, IgA 41 5 MEAEY). ST &Y 8%
fs N PR 25 A, AT 2 R 7 5 1 32 A BLAR
FH, 05 1 280 T S g% SO, [ 3 1 4 B T i A A
IS BRIGELI R Y B B I, TgA & nl @i iy
BRI RIE, IgA SR EARA 5] L

18 25 5E I A AR I A2 B Bacteroides thetaiotaomicron
(Z TN E ) RKIEKESH NO R =9, i
M5l EEE ERMRRAE T N s Bt A sod ok X
AIRZHR 7 TgA HOZEAE, 0 B 4. SR 2R 4R
DA e N TgA IR, 33k 51 LA S e w2,
DL IgA A3 ) {19 4 T %60 i 32 7= A () s e T v A7 5
W, M IBD B 7 B ) IgA By A, fetw R
A3k DSS 75 T/ WU & AL, T E {5 R B
H B Y TgA BE ) 41 3 Akkermansia muciniphila 1
Clostridium scindens eI 1E 1 25 7 40 TR 5 3 B s
EHEAT I, DL IgA J9#E a) (1 40 i T AN AR 2 20l % 1,
A 40 A 0 S SR R TR bR R D RE X 1 R AR
a (7R P4

Th17 4 M 7E 5 B G5 AN By A8 b B A 2
B, KREAAETHEEEA)Z, Ho e IL-
17A. IL-17F F1IL-22 fg % R0 b 5 40 i = A b
BEIE, R EGE R SR % I E R T A s {2 Th17
4 Mo £E TL-23 F IL-1B B ST 0 m 7= AR 3500 1
W1 Ak A 4 4 M DX TEN-y kL - 15 g 20 i 4R 7%
PR ¥ (GM-CSF), ATl H S 5% F 9 0E [
MR A . fE Th17 4R st #2 v, i iE sk
Ve i EE R K 2R, 47T 22 K 18 (segmented
filamentous bacteria, SFB) 7E 7 & IE L ML M, 5]
EC 7 b R 20— ey S ) B DR SRk, 0 B I vE
MFEERE A MR, 153 AR A —Fh 4 i 55 )
PIL-23 7= A, TR Th7 4 A=A 0m =

BEAh, T8 S AR Y v e L A A o 25 e A
[*) SCFAs K5 5 Treg ZHMI ) 434k il dm, AAg e
NFEAE 43 BS 11 17 #% Clostridia 7] 23155 5 /N R &5
% 1) Treg 40 M ; Clostridia /) — /) ¥ F. prausnitzii
£ IBD S b 1) 3= FE =2 gk 1, T B Al {2 gk h
PR IL-10 35 T AR 4 ™,
23 BEEEREGRERSHEMESHELER

2012 4 RR N A% 3k 58 B IBD Ao o8 ik ki, 3%
RIL 163 A5 IBD AHIG (1) &y IR 7 i, o 110
BRI S UC A1 CD #BAH G, X5 UC ARy
234, AV 5 CD M5 30 AN, 1 £E BF 58 ok B
IBD ) 5 & FE RT3 5 556 o0 R G A A 24 R
fES P, 78 CD BFH M BBk, stk
AL 5 B ATAI S, W1 ATGI6LT 5 JEE8EE AL
RS OE B VR A )4 IR AR A G, Wl NOD2.,
ATGIG6LI F1 NOD2 W) R YR 0] LA 51 2 Ak 2E W) 7 Bk ik
B3, HEMIE CD FoUE e n PP AR A 1 e 55
T (Bacteroides fragilis) B4 25 ) G2 8 1 1



648 AR

29%:

e, TE/NRARPNERIRET, B. fragilis €12 i
A (polysaccharide A, PSA) 7£#MNE%& (outer membrane
vesicles, OMVs) ] €0 4%~ #f 2 1 45 i 18 B4 SR 4
M, #EM5 S Treg 40 ff = A4 IL-10, AT 47 iz 18
RIE. HFFIAN, OMVs T2 IBD #KHE N ATGI6LI
I NOD2 s AR S0 | @A, By 1k 18 20 -
ATGI6LI i [¢ A IR 20 e A e 75 3 Treg 48 1)
BRI 9E 3 ATGI6LI var ARG A8 57 ()N A 4. 92 4 g
£ Treg 40l X} OMVs ] B 25 s . 77 11 A2 6k B 1Y 5
XL LR, Sy R R 1) 2 A s it 5| i 1
A — SR E 5 1B, ek T IBD IR AE P,

3 ETHEMESHIETT

3.1 FmEEHIF

B P2 56 5 a AR B A R0 IBD A — 8 [ 4%
e o BhWIIT TN o o A= B R T DA 5 i 56 e
FRBEThae VA 0E R S . kR 3 R R A
HE M E BT SOE P HAT, K IE R 7T
NN a8 AR W R AR IBD ¥ T R A — E IT R
Casellas % ™) JEA7 7 — T2 b BEVE B UC 54
FIRTRETE. BENL. LB RETTT, WA REE
CRED R 3 g/d) B b, 25l E SRR
RVERI S A 2B 2 B, SR BRE T R
2% TLER [ (calprotectin) [ PR A AR 22 B TR ZH B FH 12 5
Sk L 2 VS A, HWE AN R BRI b 22 B R 4H
IR R . Sood % FU R T — I b BEAL
WE . ZEF AT, R R UC &
HRENL G NP, — % T o 2R T AR VSL#3
(VSL#3 & —Fhm sk it s 2B 1, 1 8 Fh B &L th
[A] 1 35 28 1 2H B« Bifidobacterium breve ((FH X1
B AT B ) Bifidobacterium longum ( ¥ X 5 FF 3 )+
Bifidobacterium infantis ( % ) LSUBFF I )« Lactobacillus
acidophilus ( VTR A6 )« Lactobacillus plantarum
(M FLATH ) Lactobacillus paracasei ( &)1 % 3L
B )« Lactobacillus bulgaricus ( {#INFYFATHE ).
Streptococcus thermophilus (W& HEEERH ), 71— 4
ST, AR ERIE 12 B AR b 4 3RS 2%
fifp 1) BB A T 2 TREGR) WY R T v (42.9% vs 15.7%,
P <0.001). {HATSEHF 52N 2 A= 14 #1771 48 1BD
3697 B R IEVE A PR . Bourreille 28 P 528 i ¥
FE5- @HEKMIRIATT Ja MR 1) CD g AT R AL
XHEA 9T, —245 T Saccharomyces boulardii (i [<
FERER ), —HZEGNGTT, 52 JJE K A 1w
X Ab TG BRI CD B FF R = AR A 28 AR o

WA R, AR T IBD B R YT T
e —EIT AL E R BE N BT B, EX T IBD
a7 VE A R RN R 7, ZEIR PR b ) S
I

3.2 EWESHIRBEFMT)

I A A ) W A M (fecal microbiota transplan-
tation, FMT) /& i1 AF SV i e 1 5 T i 18 i AR 25
H1i6I7 F B 55T FMT MG AR 78 B i85 Hh 76 3R
MERR W YL (Clostridium difficile infection, CDI). IBD.
W 5 B i B A 1B HE(E RS 18P 2 RIAT 4%, FMT
BT 2 BUREIRA . AEREE. AR A SR R
o IR e AR B P T e . Ho, FMT ¥R 97 CDI )
W) iz, TSR, S ASEE CDI
697 R . FMT 3597 IBD [ 0 70X ¥k T CDI,
TR A F. A 2016 £ 6 H, FMT ifJ7
IBD [ AN A 20 Fe, 3% SEF 5T LA 9] 4k 38 A &R
FIRBIE TN A, A 2 5 N BELN B 7T 5 X dk
WFFE R Bl UC (IIRITH 12 55, P4l CD iR A
5k, 2014 4E 5 H, Colma & ™ JF & 7 — i ™
I ZER g, PR E SF A 8 FMT 18 £ 23097
FBOFA bR G I G BUR IR E IR R Z5 RO TE,
R : EMBASE (1947 £ 5 H £ 2014 4E5 [ ).
MEDLINE (1950 4 % 2014 4£ 5 A ). Cochrane [
TR A AE ) I 2 U R A5 B00HTR P DA 5 R4 1] P R [
br B s AR, R RERERNG LT+ N2 Z.
ZEREPPIEIR, FMT 6T )5 IBD B3 S MF 5 N
45%, SIBRE IR EA R B A S TE JG,  HoA R
B 36% . H RTAUA 9 2 5% FMT 697 UC 1B
PN REE 72 45 A A AE G 9 B AL FRATT 72 2
AN UC &, BEALS A 2 4 - Moayyedi
2 BUOR FAR B WE R i, — 445 T 50 mL B
— T 50 mL AKAE LR, & 1R, 3547 6 A,
SE IR WIRER T R AL B 5 R 24% T 5%
(P =0.03), I\~ FMT Rt &30 UC B L F|
ZEfi# ; Rossen 2 P SR ] 5 i g 32 ik, —
45T 500 mL Hik, —H%THSEMEHERE
W 500 mL AE 22 R, B3 A 1k, #EAT 21k,
gE R RORE 12 AW ITT 2 4 W 40 ZOR 4 5l R
30.4% Fl1 20.0% (P = 0.51), %A 5\ K SZB2H It
TG F L, HNEE T IE R R AR R 2
FHIMTHER . HATCA M — K+ S EMT ¥6
J7 UC W7 BoR, 7 ) 3G ) ] UC R &
WNBL T FMT JR97 )5, ImRAEIR . Mayo #5547 W]
TRk, BHARRMNEA, 224tiim, AN FMT
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FEIRITIE S UC M — T AT S AR B pE S
7577 [ 2 FMT 1697 UC Wy AP fE — 2 257, X
A AE SRCSE E KR ST, s il A DA R it
WS E AE D 2H R S AFAE TS S 2 5 K

I H &R 219 F FMT I bR S 8 AE (10 351131
e, X R IBD & n] LA e
FMT 897 s %t T 45 1 ™ 5 %2 41 ¢ IBD &3, FMT
POZEEITRE, FILEER R R, b R5
PERETT ; BIWEEBE ; AAREREREALE
A () EA M AR E . FHALES 2R
Wegd s EREBEMEREERRAE. XEILE LK
7 90 I E 90% LA _F,  H HLAIE 98 2% ) ) U 2%
BT, gkl W, FMT V497 IBD ESE R =,
16T 1BD W R E B2 0 AP, 0 b A o 7
bRdE. FMT REUIGIT 8 BN 3
AR, FEVIR S, Bk, RRFEEITEEZE
T4 1 [ LA REF 9867 FMT YA 97 IBD (97 20 47
IGAE, AP FMT 36 77 i B2 o A7 76 16 405G ) 8,
T ARG ML Tt 75 4 B H AR

gi b, BRI AR BRIE FE YE S i 1 A AR AR
IBD (R AER B RIE T EE, HEKEMEM.
IBD 2 i A 40 () 20 i 5 fee e N AH Eb R A6 B
oA, AR R A BRI, H RTIAT
REEPENEANE, 11020 7 0 f8 R E2E
FMEEAR . EfE e 7e IBD 1R
il R FEAE B AT AT R, (B SN %
THEGBIER . e AEMILFEERSIE T IBD
[ R . 254 B 70 IBD VA YT AT REH — BT 20
{EAL REAE N4 BhIGIT FBr. FMT X} IBD 157 247
ARG, HyRy7 R R e VR IT IR 4R
P AR R S U AR . 2, IBD H)ipiE
WAEAS W B T B HT S, IBD i il A A0
SN FITIE 5T BN A JE I ST B A, AR I JE At
LB AR T I E SR A AR IR T T, B
LTI R
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