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R 5E M W e (inflammatory bowel disease, BD)
ST — P MR S Ve M TE R, AR P R
bl (Crohn’s disease,CD) st 5 VE 45 1 2% (ulcerative
colitis, UC). IBD ‘28 VLG 1T SEA AT, ™ 5 52 )
BFEAT TR . IBD MIRYTA 1 3 AR AZ
20 t2g 50 AT IAME K BT R L 60 4RI R (8
Bz kIR, S A 2 AR A, BEE TR
7 Y 1 SR RIS TR AL, IBD BT AR A TR 2
(HEA , B I ACRE RSB TR W] i T [ SR ik £
25 B BB SR T AT BB TR I SR
T 215 A A IO B4 TRt 5 ) 1 n 1 AL 2 e g
R XU

L2 e ek Yy (opportunistic infection) DB
X I AAAREUR BE 1A BR BT B RE 1 AR
MBI [ WA PE R i A 25 (acquired immuno—
deficiency syndrome, AIDS)| 50477 K &R 55 & WA %
L REAR T I, D) AT 80 1 5 | A ke . IBD SRR
G I Pl 2 I 10 i R ARE < 1 5 A
A FEURE B IRROUTRE 5 HU, I TR R FORR
o 2 I 0 R AE A R B TR R s T,
PR B 2 e e A0 I 250G, 7 2 7 L OGTE 5 AL
50077 B ZAN ], B 1 A AL G AR R L BRI
Bis 10112 W7 A0 K o 42 i AL 2 e g 2 e R 1 IBD
BHETUS A ", AMRE WS H E M
PROFFEAE AL, 456 31 A i PR 5E OR AR R
PEAT ST R , 33RO i RS2 B BAT 5 A

FETH . DT £ 554 (201002020)
WSS B (hE SR, A PRI 3B, e
PRI B AL AL, HFEHA: qlanjiaming1957@126.com

AR FEPTE DL A i 7 dy AR R 2 2 T AR 2 0
e AR I A 790 S AR AL 15 27 40U A4 2 AT T 2R AL U
UL RN, SR [ B il B Y Delphi 2 7y 47 4k
Wl . FE IBD 4% Ko W 7 5T /N,
O3 EAT SCHRAS 2R L O 8 PO, o LR R L
il e 1Y PICO(P-Patients 5 N, I-Intervention T Fii,
C—Comparison FLEXTHE, O-Outcome 4554 ) M@,
I AR AT 3 R (i s LR, I
HIEE = GE ik R R A T T X 2
T (et 24 SR ER) 2R EFKIHE S TIRE,
W1 5E W AEF I IBD 7 4 AR 2 b i ie B el i
i, I ALY FIIRAE B~ G0 T 5 A ) SE i, ik
AR

AR LR DL v SR B 45 55 R L A HE A S
N A GAEDR 34 UL ERSLE AP RiE a 5B 9
65 :3/4 K UL BRSO RME a + b 5 C P
b oRIE ERIEAR, M 250 BV ARE (2 SE 2R
[] (AR, Sl 285K )3 b FR AR A, HERE (1
A EARB R AT DR R L ) 5o AUFLLTTE
d AR (25, NGB R LB A A AT
VE A HIEARL A AEAILR T ),

AR IBD 55 B A M 2RI s (EB
BRI JHTENEIT A AR I G BT TR |
FLTR R A7 A UL R 1 25 05 TN 2, 36 33 4>
FEAR , X0 25700 A LU WA T 70 0 B3k

1 SRR A B RS RL

1.1 IBD A& E YR E: (cytomegalovirus, CMV) [fil
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5 1eG PR BHE 5 T X IE , UC & 9F CMV
il RFEZT CD FER CMV B RTINS 5
g E s E R E MY, 2010 4230 E AR
iy DX BEATLAE 1 3740 24 {aRE AREIET T CMV 3
TR A 25 R |, (@R AR SR CMV I3 B
B 48.07% ;a4 tE (54.60% ) = T4k (41.58% ) 5
R (61.54% ) FIEEA: (68.48% ) A e i B2 1),
SCHR IR 18 IBD B CMV I I B PE R &8 e, i o
Yi 5 M Pk O X UC B MV LT 166
FHAE 2R R 73 % ,CD 5 89 %, 1 1 Bl A A N
50.69% . IBD HE &Y CMV BIRTE R EZIHA—,
Horp cD BERD A CMV B5, SCHRRIE /)
TF5% ",

1.2 FEE UC I B0 Rz 03 i R HCh & 8 Ul IR R
G CMV JE SR Y R A Uuc
B A I CMV S5 1 R 1 KU T AR, 2 803C
k4, BERE UC 0 (30) B B R R RY UG
BH CMV 6 S Ve e et sy 9 (= AMIRGE , B
UC A5 FF 0 K B R AP & h CMV 457 48 L 41
H20% ~40% ", TS YRR UC B
CMV ZEfp R kA% R 27% ", RERR SR &
JE UC #:2Z M RFF AR B E T CMV 1 3l 8% G H Al
17 46.2% " MEIRYE UC B3 CMV 6 sl E e [
B 36.7 % (11/30)°, 2545 B N Ah SCiik vt ke, g il
L UC A (B ) Bl Rz 0 &= AR B 28 3 7 25 T R Ak
CMV I kg

1.3 CMV IgM HU A BHAE A1 (B )CMV pp65 47T J5 1L
iE (BF 150 000 > 40 CMV FHPEAEE = 1),
Al (8) M3 CMV DNA qPCR A BHPE , #2718 CMV
TP R AR CMV BRI TR £, 4
ks 5 Bt 047 HLA s RS (2, 20y vk 16
AIEEI CMV K iR e BRIy A 5 LAF LA
1.3.1 CMV I35 #8 5 e dr iRk il A2 4& 1gM F
IgG, M7 [gM PR ZAEIR YL 2~4 J8J5 A A4k 3L,
HEWZW A BR U ik CMV 1gM FHPEA
BT CMV & s MR 12T .

1.3.2 CMV pp65 HUlsiArill s PR, 12 Wik
JEH 60% ~100% , ¥: 53 83% ~1009% ", b
ANFE DX A VAR L T Bl g, FLAS I 45 2R A7 4b
ot R A0 R B R

133 SRS PRSI 89% ~100% ) {H K
JEBAR (45% ~T8% ), S BAPE 3 vm , HoOy i B .
I RS R AR I R R

1.3.4  Ifil 3¢ A1 Z& f CMV DNA qPCR K& 52 B
9¢ N E | B R P 1 (real-time quantitative PCR,
qPCR) J5 i AR Pkl | o SO ] P A
I H AT LAAE Z AR AS doks i, A 46 4 i 11 4 L 32
SR M ZEE " % CMV DNA qPCR 2
Wi 3% 20 P B e 1 RO R 65 % ~100 % , 5 R
40% ~92 % "' F&fl CMV DNA qPCR #6052
TR BT  (HRTE AR LRy, 75 B i WROR S AR
Z'K [15]O

1.4 CMV 45l R II2 W S A 1 2 25 1 2 52 2195
AN - LYt (Hematoxylin—eosin staining, HE) BH
P A B 8 2H 4K B2 2 (immunohistochemistry , IHC) BH
PEA (87 ) Z5 A ZE R4 CMV B¢ qPCR BHTE 7
B (1) 45 I 26 B 2H 41 HE s €5, ;12 W7 8508 B 11K
10% ~87 % , Y- Wiz Wr i A FR , (H HAZ Wik = B2
K 92% ~100% ", FF HE YL a0 52 5 A0 M
W AL TR A A% S 2 B, AL Sk T IR s W] i
Wi CMV 4l 9 "0 (2) A5 THC Yeta 20
TR B R (78 % ~93% )Y, /& CMV &5 7 R 12 W i)
4 (3) G I 4H 40 qPCR A5 CMV DNA .« f5skis
92% ~96.7% , F¢ 57 93% ~98.7% -

PRt

Bl 1S54 HE Y@/ THC Y@

1.5 4b & If. CMV DNA  qPCR # il BH ¥ K T
1200 5 D1 /mL 35 BB THUR REIRIT R (b
J& M. CMV DNA qPCR £ BH A B F HE Bk CMV
“h o, BT e shARI A Bl PR3k, an
JANRE I CMV DNA qPCR K I X5 CMV 45 117 48 4
W A 50 00 3 0 DR 3 SC B, O B B I
I P a5 P HGE , B A2 30 TR RRAE R
53 (receiver operating characteristic curve, ROC) yil
AW, ¥ CMV DNA qPCR A I 14 I A8 1% & 7
1150 # U1 /mL, HXF CMV 25117 212 Wi 4 U Figy
SERE SR 44.4% F1 78.9%
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1.6 S5l A K R IR N BRI 78 CMV &5
48, I RRTE A I T AT S0 K TR (CMV 45
J & N B T RS SRR . SRR T8 )™ 12 86 M i
KRB T GO RESUE AN 5
J7 S Y AT BEJE CMV 25 R N B AFIER B, Suzuki
55 R B I T 0 CMV 45 1 % i Uk
5 100% , FF 5 HETR 95% . MLL4F P RS R, UC
&I CMV 45 g 5 5578 AT 2 I R IR B A 15t 97
ANHE I 5t 97 R P A0 A kR, o IR SRR B S 2
S PR R TR MACRR I 5 10 AR O . X BB R XS T
UC BEG I CMV S5l RA —E SR Lo STk
B CMV B IRIAR Z A S stz AR, b AR K
HE 3% ) 200 0 2 35t 9 S 30 PR 2 2 R Bt S TR L B 5
R CMV YL, PRI BRI A I 7 B3R R I
FAAT T4 At B
L7 RABEER B R IRHTR E S UC RE A5
CMV 25l 5, i I 45 T HUREEIRYT 5 05
o 22 U ) ) 18 R0 85 2 75 5% 24 0 A AR e, T ik
5% R UC BERAE CMV = A5 25T M
FEARL, B3 SCHRTR TR EEIR 7 AT DARRIRSE T2
FFARAR 25 A A H IRy CMV G IR B
AR IBD AR . A IESE R IIXT TR TR UC,CMV
ey B I 2 T i 1 1O, e R AT R
I PRZE fR 335K 67 % ~100% , 5 5L 0T 1 71% F [
% 14.5% ~17.6% 77,

MR M v 2 TR A1 45 1 98 21 41 (European Crohn
and Colitis Organization, ECCO) FE3 2 WLHEYE , B 7
BRI EJE UC BB I CMV S5l R I, 1
BT HURTEIRYT , A s Y S i) = 4k
T 75 45 FH S 2 40 ) 390 H B A A7 4 i3, il 24
1027 N AW B BT R JCAUY UC B 4 45 I R
{f K CMV DNA FHAE, W45 1k S 3 i 36 97 A F) T
PR s AN S 2 AR 7E T CMV A B 4
F 7 1 T A 1 AN A, B SRS PR B0 S e
il UC 1 s PRk, 2 75 457 24 s 1 sl
5 IR IEAS 5 D -
1.8 IBD &3 CMV 4 98 1 (B & BUw #E IR Y77 e
AL 3~6 il ERE IRYT CMV G S M Y
2 EE T (ganciclovir) 1 gk Y N (foscarnet
sodium)®', FLA &S5 FL © 5 ma/ke, K ST,
BH 2 W IF R ADT 3 . 2R s L dE
BRI R A0 = (15% ) /MR D (21% ).
UM (6% ), LA L R A B Wi SE AR 92 G

H % (valganciclovir) 2 B & 1% I RTiA 259, O
R A 0 ) D A e, WAL e B R A A8 Ry — Wl i o
HE S, PRI RIS R T A 2 LR
900 mg, B H 2 ¥, AlYEN T IRGERF AT o Jolk AR A -
F7RCE HEE A A Y, FH - 180 mg/(kg-d), Ik T
B, 51 2~3 IR I RE— A DF 3 L. Z9RIIR
N Ak B 2 13, SRR AR G, K s 2 nT
WAL I697 R RE oS K AE A B Tk e B i . H
AN RSN UNZ 7 Bl 3 A T | JE el 22
I 1 RSN 5 9 4 PO,

2 REMAFEH EBmEBRSR

2.1 IBD B TEAE I S yse i 0 el A v o BT Sl
EB i B¢ B4 , ISR A e, S A5 (1 FH S e i
M7 R EB YK EE (Epstein—barr virus, EBV) 75 A
B 5 R SRR YL 5 EBV AT K HAVEIRAE B ik
CLAH AL, LR S D REAR S i, W AR 4 EBV AT
BEHHE U, I EBV 5 B A PSR (lymphatic
proliferative disease, LPD) & 77 4 ik BV AR E 7 4
PR EL IR A LR bk e R S R 1) R AR ARG, TR
G E B R 25 ) K A BB R B A 6 I B 14 A
g 1,

[ 4B 60 % LA L1 1BD H 35 45 % 2 B v mf
PAFRE] EBV B (4, JUHOR AR RAE X T, i
Hh, ZISE R IBD S8 A bk TR 1 U, e
HOR B2 S LAY T R R PO R — T 4 ]
PEBESE AR H IBD (355 b VR AT RE-S EBV J& L
HIE D, ZEBFST AN A 19 486 15 IBD B3, Mo 23
WIRAS W R R R, A5 e 52 SR EER VR 7 19 15 1]
A WIS LR DY B A S i EBV AH
SR T EEL R 1 XS A 4 R IBD R
IO B 92 400 o) 390 3 A v o B EBV R e v Y
Al RE A& AR IR IR

T it 92 J00 46 ) B IBD AR 35 A Hh B
EBV J&e , 2505 U)W il AL Ah s vl g
FIEBV M348 b5 EBV DNA B AR5 B 19 bR
HEMEL, HLAR S T2 AN & (HA EBV ILTE 27 )5 A B 1 1Y
B 1B EBV DNA Jh i, BRI s A& A ik 2 1 A=
PR I fE b ™, BB AR YT SR S L
B AR o 45 P S Sl 58— T LA EBV AH
SR IR B A0 B G A MR 1R B B R g2 1 BRI
AR A2 A 00 A rp o TS S EBV R,
AU A5 FH AR e S 57
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2.2 IBD MR B EBV AH G ik B 1 5 1 0 , I
5 MR FZILE2G R (IBD B B
B Pk EBV AL I BT REVR T (B E % 5, B
F5) 7 RO A T B EBV AR 56k L 0 B 1
I, HUR R IR T EAL ™ RIR T R I D B
15 LA S e i 50, A Bl T EBV AH SC AY I 2 4R
Fu b 2B VRO AR MR U s G g o
0 J B A 22 fiff s EE, % CD20 FHAE 1Y B 4 it bk
B3R n] L2 Bl M 2B BT, 341 EBV Y
B e K A B A G AL 25 B AIE (marcrophage
activation syndrome , MAS) F1 W [fiL 4k B0 21 21 344 A= JiE
(hemophagocytic lymphohistocytosis, HLH). — H. &
HE EBV JEYLA JF MAS il (5 HLH 5 EBV AH Gk
L34 LR PP , IS MR S B DI BIME L [R])
X, HE A R IZY T AW

3 IBD & mEMEK

3.1 A5 IBD M % ¥ 1 0% 45 HBsAg. $i —HBs.
Pt —HBe, 74} HBsAg BAYE BT ~HBe FHYEE #E—
fifi#f HBeAg. 3T ~HBe F1 HBV DNA 1R :#F5L 0
TARGE G BE NI (OBE R BT R RS 2 ) WA
KB MR R R AT s B L
R0 B (hepatitis B virus, HBV) FE ™ =AM
FEARIA 6 5] 1BD K5 FE K B R A0 ((B50) B
MRS B HBV P800S, Hodb 5 61 % A i ol Y
T3 AR A AR IE T e A P TR B IBD R
HBV TR 7% 2. Gisbert 28 ™V 2387 T 12 4] IBD
B IR PG PR B HBY BT , Horb 10 1]
B 1 Al S g 4 ] R0 [ OB B BB R (B ) AR
W& 1, &3 HBV FR30E AT & A 22 IR YT B AR Al B[] .
] P — 0 G T 5 SR 1 VG BT e A M ) PR A 45 R
7,4 5] HBsAg FHME £ 25 0 F 0% R R P8 6 77 A IRl A
3 fol s IR T Y. HBsAg—/ $it ~HBe+ [ IBD
BHEIRA R HBV FE ©,

Pk, >4 IBD S8 78 1 K 12 B, 3 B[R] B
HEAT HBV i £, 1 AE 78 ¥ 4 S 2 30 i 500 v o7 J5 i
17 B B R B R A B HBY PR 1 XU
A AEF EIT HBsAg B4 HHT —-HBe BH: 2 i #x
HBV DNAP,

3.2 L TR RGRA YT ) HBsAg(+) /9 IBD f&
#,JC1e HBV DNA 7K, 7 1t B 1 1 R AZ AT (12 )
KPR TEIRIT , PO TR IR 7 LM R B3R S g
PHIRNATEHRT 1~2 FIF R, Feek 2 e ka7 s

WEZED 12 3R W5 B8, HBsAg+) 1Y
IBD &35 HBV FRELIE 0 16 % ~36 % , FFEIE K
5K 3 ) BA (= 2 Fl) B e i
FIFIAR B2 2 W M PUR 8097 A X ™ TR
BEVRTT 29, DK I E & IBD H 3 A FH B0 39 97 1
U a5 20, (B 3L 1 A S AR 1 25 2R 5 ) R 30 %
F170 % ', KT -TNFs 1 7707857 ol 20} 24 26 gk
— 5 O E RTROK I AU T e
1BYT . BT IBD B & v RE T B 1 A e 1 il
FR, IR kA R R B B TR Y T A M) G 32 00 4 5
A IO P, TSCHHE A ol PRI TS 245 30 I L s Ak b 2 1 %
Wi AR R TS PO, B EEIR YT I T B S
R IEIHIFNAITRT 1~2 IR . BRI E K
£x (European Cancer Congress, ECCO) WetF IBD
FESUEE R T PR 2 J8 O e AT (1R ) 25U
TR MU BEIR T, IR R B T R A S 12 )]
i kP, [ HBV DNA> 2000 TU/mL 181k 2 FIfF
9 B IR by JHEREAK R 9 ARG, S8 38 o, e HBV
DNA>2000 TU/L. # 3% 5 4k S50 #1097, 19T 4
JA RSN N S
3.3 NBUAT %% B (hepatitis C virus, HCV) NEHR
FEINHIIA YT 4% A5 S0, (H a] BERG I HCV BRI
SRS, s B VI R - H AT JC KT IBD
FBH HCV YL AT 2% Pk, 2013 48, f Rk 4k
2t 10 2% R IBD FR 3 HOV SR LR 5850 A\ 2% 5
ToGe T3 3L, 7E 714 1) 1IBD 3 H HCV fh Jgk
RN 0.42%, MiEdE IBD BEREAS HOV JBYR N
0.36%(P=0.80) , 3% 5 7= KA|— I 53 1 2516 —5.
IBD S 2 7 W Bz Jo 38 2% R B 28 41004 5] AT g
250 HCV 9k B2, Loras 25 POVBIF 5% 5 7 A 7 5 84
F AT RE S HCV 8 K & i, I T A 2 i BT
JIE 451 . Ghabril 25 VB 5% & B, TNF- o B4 50 [
P AT DL 2o e AR g A 50 X5 HOV
SRR SR, TS 2 e — TS Bk AR
Brunasso 25 "V ¥E 37 5 AH 56 SC &, T 153 ] K 2%
JRUT P 1 S 4R 1 0 R A VY BT 1) HOV JR e 3
o AR B 1 A BB IR SR HOV 85 TS
1504k, SR Bk E Bt —TNFs HlFIGI7 5 A
FH HCV YLy IBD B3 (17 4 4k i vl 3252 &
IBD fH #4532 e I R A T7 2 5 2352 HCV 9
T2, HHTM TCE R
34 PLHCVIRITWHE AW TR EBSME
IBD J i 1 AN A2 , T 22 905075 JEHT HCV IGYT IR
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IBD 5 175 9 XU A K 245490 1) (A B4 1 L
EYUR 25 (DAA) #E1THT HCV iRY7 R - H
AU E EE AP HCV 8 R PR FER IR L
TEETE o (PEG IFN- o ) BESFI B FAEYT ™
FETEEQUEMRTHE T, %0 8 HF HCV T L
B, AN, BREERE E i —2 R 25 BT HeV
TP RE 25 (DA As), I 2525 W) 78 36 [ i ik T
I IR IG B B o DAAs 352025l 1o 100 5 2 28 7
DT TR T B — L8N TP Ok & AU B AR
L BARAIE AR S5 H 2 11 (NS)3/4A 25 11 1 ) 51
NS5A 1 fill 51 F1 NS5B 2 A i #10 1] 70 55 5 451 4 [ o
£ F 17 i Sofosbuvir J& NS5B B4 Wk, Hik
1697 B AHE DAAs BRG R F5 4K, AN A DAA Z
G PREES 1D DAA, FFETENE,
DAA [ ERIGYT J5 ST AR S HOV [ 3 R R % )
M, R ZE T T HOV 8RR 5 7,

P IBD B, 7 L B2 (IFN-a 7]
PIE R —F e R IR F 5 Thl BUGBe24, nl fig 2>
JNEE CD et 7, P TFN= o JAYT HY ISR A A Bk
AR 5E . 540, P B 250 A EL 5 ARRT LA
T 3 00 o LT Bl e 8 S a0 R Ak, oD
771 6-TGN % i, ] RE SIS S 25 Wi )i 22
P T DAAs 2459 R0 G B i 58047 JCAH BAE F A
B VRA N HTEE, B2, IBD BEEIHT HCV
YL PR BETA YT R, T 2 8 AU B TR YT N
L IBD s A RS , LA 2459 18] mT RE A AR ELAVE T )

4 RIEMREFEERR

4.1 IBD &5 I8 sh Pk 4 g i, SR D0 % 18
WA SRR, JF NS ETA: RRYT TERE
PR G410 A 70 R A i SR A R e S R
J1R R, PG 2 IBD 8 45 I 136 Sl P A e
O BT 45 FH B I R 790 L O o P B A AT s
i 8 BEBR IR - i UL i)™ R A SRR 3 Ml
REEERTA R MR GERRE IR . F B RIRIT
i R TR 5 4 VB BRI S (R b v DT 58, A R
BERIMZY, AL T =AU AR R (kA AL )
YT P DB ZE A TR g - I A SR I A
PRI N R SR RS AE R ™ U] IR
JEGE YT BRI G S v T R e A
W AR R AR . AR AT R
SR PR BER BV T R, T B UE RIS
FARRIT U BN 2 A R < ]

DI R 58 R P SEPU AR, anSxd i & E ok i,
AR PR S (AN i Il ) T R R Bk A
WA PO TR ERRRIER Y AR Ay i B R
(B ) ST , SR i P AR S AR A Y
42 IBD JZARMEBIRZFHIAF IR (Clostridium difficile,
C. diff) YL W 7 BB R E . diff f&—Fp i 24
BFV P 7™ 20 DR ARCFT B, Ry 5 e PR g 1) — i DL 2%
PEEORER, vT 5 RS PR 4% | T T M B 1AE
G R fE P T R AL iR R R
TR KRR il 7 W E R AT R
IBD /& C. diff &Y (i 2h 7 fa B &R, FR B2 UC i
H P — T e [l M A 5T R BAL T 1 B
W) IBD R C. diff YR B 5 5 TR MR E,
W1 LI IBD B C. diff JRYeR & THEw L BB,
il RE C. diff RYR B E S TS Z 24 .
$&/R IBD [ C. diff YL R 0] B+, 35 B ) S 46
A5z B IBD B35 T RE R S C. diff™,

43 F DR BT Ik C.diff BE N R 1 & 5
B R CLdiff BRI AN 2 b &A%
e mEEM A ™ W TR T DA G e 1k
B N B TFBr . HETIEA I C. diff 8%y
P25 s . EA VI T 5 BN T DA
DG BET C. diff 40 8 A RCR AT H A, & B
JE IR C. diff (438 BR AR e 4, LK it
PR IE SV R R T B D R B K L B R T T
FERAE VTS R L A 28R C. diff
YL R UG TR S, B 1R R B
4.4 N FIBE R 0T 2 RN Gz A 7R 6 1BD R
W 52 R SR T ORI, HEXE AT C. diff £
A VERE AN DR R TR | e R A
IBD 55, f C. diff JBge (i XU i & 3 m . — 3k
TR LR Ay S i A 0F 9% & B0, T8 791t w7 R
o], fift FRARE B2 o3 R 19 TBD H 2 55 7 F G 2 4 il 5]
T2 S SR A LG, AR CL i IR 14 JRUR: 3
T3 5 B K G B R SR g i TBD R C.
iff JE e fiey JRURS: ™1, i K 301 1 A i 5 0 9 R B
SN IBD FRE C. diff YL XS

4.5 C. diff #5000 AT DL A B A BB A B R A/B il
B e il A R 5 7% R R A I FIAZ R Y Hg HoR
(nucleic acid amplification technology , NAT) o
FE < CL diff Sk G K Ay v AL 4 2 (1) 2 CL diff J%
YuEE R A/B BRI B B 2R TP SE 5 (Cytotoxicity
neutralisation assay, CCNA), (2) ¥l 40 (& A B , in4y
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RN Z U (glutamate dehydrogenase , GDH) it 5G]
ERE N (3) gy G (nucleic acid amplification
technology , NAT) Rl 5 28 FE A 45 7,

4.5.1 [ BX o g B (enzymelinked immunosorbent
assay,EIAs) BE3 A/BIllE  C. diff BERAEER A A
FHEBWIM, 3%0 C. diff BYFEZE A NFE, I
Z HHT T ETAs 357 & bl = fosrk ™, 5 2 28508
PR RG] s PR et AR DR A TR A5 ), UG T
A KA BETR 2 C. diff B, T CCNA X F C.
diff 2 2 B WA M2 2 W7 C. diff B A pr i, H
RS AG I B ) 4G, 752 24~48 W™

452 C.diff GDH AR & HEFATVEN C. diff &
PepwI iR ™,

453 KRRY WS (NAT) Kol #E R 5 it
NAT AR AT C. diff #F B JEEY Y, AT DI ke
I B AU RN Sk B NAT A AU 5, (0
—E BB , 3 F @I NAT 5 EIAs BRAH
454 WEKAE ASEUER C. diff BRI
T, Bl Bos IBD 3 B 2 2 W B C. diff e
YL (R 191 R AT 13 % P BERG I J BR DR B g 46 el
/E [92]o

T HE A VI R T Cdiff 2 1 R B R
PCR .EIAs Kz 5 2 A/B X = Fh 7, & BT R
PCR Fl EIAs # £ K 5 P4 B 855 78 4 B, H ok
JERS TG EE Lo A FE R A
22 B OB RO A FL S S e X CLdiff 4 7 4
R IR 5 B 2R A 7o M HL R, S s P AR T A 7k 2
FURG: HH Rt i, (HAR SR, A 22 B B T 50 A AL
FELRYLAO IR EE AT, A8 SN AR P AR R A
T TR TG B A 22 0 Al v L A S e e LA/ fi
fy 7,

C. diff B YL I 7 1L A7 ZF, CCNA X F C.
diff T B AT K C. diff 8L A6 I 4 4 bR v, —
M NAT 5 EIAs JEATIRG AR, Y BEAG 2 A1
K C. diff JEGe DA UGN 5 35
4.6 IBD H& A FFIEYL C. diff 193497, 2%k 1BD
B C. diff BYARYT, AT AT H R e A T T E R R
F P C. diff Y, T3l B R T AT A
HWAE I EE R AR C diff B
VEIGTT , AL G R A R IR P e s 1 e —
1% Sk TR 200~250 mg %5 H 4 Y 5 400~500 mg %
H3 WX, J7rfE 10~14d. B EERATHFIRITE R
T C. diff 2% g i B R e G R B C. diff e ™, 2

TR, 7 B A A e 5 H At A: R (an
FlfEE S ) ML JRTT R TP CL diff SRR 2 50
Giit e (A G, 12)° ) (BEXFFEAE C. diff By
B H RS R IA YT e RE DRI I ) R, U
HEEYL X T Ak C diff R, BT SRS
6 h ITAR 125 mg"™. R W5 C. diff BYE &, @il
T3t B R v e m R T 25, LA R R 3 R
125~500 mg, 545 2~3 J& . HAbbr A & anagmk g
R FIAE IS R E TR AR C. diff gy Y,
IR R FR KA 2500 F 8 B2 E LR C. diff J&g
AR,

5T R ZEE BRI T C. diff SRR, H &
TEF A F g g R U R E R BT A
Jeth T Rpx—451e " A 7E IBD B H IR
i e AR T I AT IR SE
4.7 IBD &3 C. diff JEYLE, G il 70 58 F 7
RSB FERE (IBD S W FH B IS4 w3 C.
diff Y A KU " R — 00 2 D SRR R
ZHUAE R R A R RNA T 096 3 IBD 8
12% 4 9% C. diff &Y, HIGser 45 UIkk &
PEE 258 i 2L Bk R T IR I 5 o R A e
RS o AR AN SRA 45 T Bt A 2R A 1] Ao P G2 41 1
S, RS0 F 3 RS . A SR il — A LA 4
FEIDHIF, b KU ATk — A48 107 Rk, X
IBD 4 3F C. diff BEYL i) £ 2 5 2k Sl FH G2 10 o
I, LG 2 R B G 2 R RDE T RCR A C
diff B 3N R SR A B

5 IBD BEMEZSBITE RS

5.1 Pt -TNFs HIFNGT7 vl B R a4z (tuberculosis,
TB) 2% 4% FF 0T, 50 B0 TB % 4 HL 25 19 i, ik
PL —TNFs il G ST R AUE LG4 TB  TH R 98K
2ERZ YL (latent tuberculosis infection, LTBI) & — /&
WK R N S5 R E BN 5% ~10 % , H X 1
T Z RN R R AR T E RS K
07 PV B JBUIRER | SR 41 At 5] B A Wy i 790 g S e e
GERE AT I R A LTBI 3T il 5 f R 2% 10100
[ At 5 48, 1 FH Bt -TNFs i 57 2 8 TB XU
B 3 I 4~90 A% MO S A 2
B FE R (FDA) B0 s 2 /1%, 1998-2001 4F % ic 1Y
14700 {51 157 FH 5 < A1 94 bt A4 18 2, Herp 70 48] (2
15 IBD, R MGRPEK TR ) IR A5 RS,, B = T
SCHRARGE 1Y R 28 ARE AL Stk ke 20 AR SR
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WFFE IR & B, B2 25 R E 4T LTBI /i 2, 4 A
Pt —TNFs HIF 57546 2 BBD B #H (1.65% ) &
TB"P, FLAE 5 e A il A S5 4%, LI 22 32 R &
C e MEHN (C—reactive protein, CRP) Tt &, e R
SERG I BE P R A Y, PR LTBI BB BB gh
¥ 3 J8 )G A BB BT —TNFs 5] 5 3 3 4> H N
FREE R RFF TG R ¥ 3, IRAS ELE T A= il R v
gy BN HE i FABT -TNFs i 57 R o 75 52
T I AR e B L R X4 46 W 45 4% T sl A O
A 8~16 JEI BT —k L

5.2 Lo FRE R R RSS2 R B R A T
TBITRT, IREEVGHEAT TB fidy ERE WF5E BRI
S TR F = 15 mg/d B, JG57 B A 1
ASH RIS IELR TB 16 gh Ay RS 1R B
N 4 24 25 49 0 T 486 h LTBY P33 2l XU 12212 e
WSS 55 0 R R R (B ) Bt —TNFs il 7135 &
Fb B N B 5 kA= LTBI FE& 3. 825 E FDA (1)
it 13 492 {5 £ 5 1 FH G e EERA i ) % AR 2 AN
K, Horp 6 9 LTBI'™, Cardoso 28 "' % 119
i IBD 35 64T T WM 2 B, & B 41 ) B8 35
FH T B mg N s | H rp 25 4% 18 28 2 IR 56 (tuberculin
skin test, TST) FHPEE 6 @], BAM: 1 . 720 FH %
FEIHIFS IBD FEATIRST I, GRS ) 5 = 2 me/
(kg-d),6— FHELIES = 1 mg/(kg-d), MM = 25 mg/
JE & LTBI BT sh XU A s i B 2 12

5.3 IESESS SR IR G R i A I A5 A RE
TELE A% R SEAZ el e X R AT R Ik
W5 (PPD i) #(850) TR Bl (IGRAs).
IGRAs X} F &5 iz Wiz 1L F PPD B2k, A 4%
PRS0 FHEFA 1T 1% IGRAs  VERE « HEGIE 3 TB
T A MRS s S5 il st A A T B AE
R BAFIFR X S R PEA 7T 251 2 TR (0 A
I 5 A G54 8 2 R BRI (TST) Ay - TR
FE 0 5 (IGRAs)(QFT A1 T-SPOT.TB W F 46 ] 75
%), {H TST F1 IGRAs WA 5 2:35 Jeik X 43 LTBI
TG Bl TB, H A5 5 00 0 W T 25 5 25 TRAR IS
FERZS N B AR K M X SRR, PPD A 2% 2R
AT RN (bacillus calmette guerin, BCG) MY
s, DL S ARG A B R TR AT AE S SR, LA
B2 Zh = 10 mm F R FAYE G 25000 i — 25 58 35
IGRAs A& M7, 6 G e il 4 =2 G A2 f iz ik
R B (human immunodeficiency virus, HIV) YL

NEFHARYS TR RS = 15 mg/d W0 B2 BT R I Risk

1A A BB P -TNFs H500 808, B ikl
gEE AR = 5 mm RIAIAE M BAYE T BbAh, e
B RV B b R AR S5 TR R B R e, BITE 2
AEHIEIBE N T 10 mm 5L (ANISHAERY ), ¥IAHh
fF1E LTBL, IGRAs K25 A2 BCG A2,
Z IR s IGRAs 764 BCG #ERh s & Sh ik fiish
i e lE 55 N 5 R L Il 45 4% 2 Wiy T
HEF TST 212 T AT 29 Tl R 52 A0 2
4 Il i P2 7R , IGRAs ZEZ5 AR T 0 / s g A BRI 52
A REHA T m AR E O, B TR &
PRER B, i B 5, WHO 5 208 1307 H R A5
ABEZR AR L IGRAs BUR TST 1E M2 TB (1)F
B U AT E g5 R B R PR S
SERG G 2F 4y 22 B PPD 6 A IGRAs 7] T3k
[ LTBI {5 25, X+ PPD 3256 BH M # o] iF— 25 R
IGRAs PRI (HAREE Y [ B fo e s sl 25 1 B A
SRE A SR B2 PR 5T —TNFs HR1E YT T, b
P IGRAs 84 PPD i Iafi#r LTBI",

5.4 W TS IRE B GLAEDT —TNFs il 7] W5 Hz x
B (MY TIRIER >15 me/d) JAIT RTINS T 1~2
Fhas 2 R B 259897 3 J8, Bt —TNFs il 71 S Kz g
RIGITHT RSz s T iR 6 M1 R .
WA S, W FBE Rz B 2R WG 2 24 | R 2 ks
S RE IR BT ~TNFs il 513697 77 30 LTBI F%
T, I WHO \ECCO J 3% E iR & WL, X4
fdi 4T —TNFs 35059 LTBI 823, UL &% PPD Jz i fH
PR B FRE R B3 (AH Y TR JE MR 15mg/d) i 1k
LA A W A T R b s a1
LS T 1~2 PSSR R Z9I6 97 3 /. XA TR
g5 K% YL 1Y) IBD HR A& AE B Bt ~TNFs il 551 =i b
R Ry b R B UCR LT H &
0.3 g/d, FIHEF- 0.45 o/d, HLLFHZ5 6 A~ H 5 8 540
k0.9 of JH, FIEmE T 0.9 of JH, %222 3~6 T H .
5T 5 SR BE (300 me/d) VAT 6~9 S ] B
EREARIG SIS AZ I & AR A HGE SR E Tk 2
60% ~90% . ZHFIE S, SEMBE (300 mg/d) 9 4
HWBRPERET 6 A~ H "5 BeA 2507 3L
T B S I R TE AN — , A B 4 S AR R - b R
FE AN RS AR BE 22, ASiAE S LTBI (TR FH 25
Jy & WO BT i 5 — 1 LSRR IS T (900 me/ A )+
SEME (900 mg/ T )3 N H 5 B AR (300 mg/d)9
ANA TRV R, FIARET T + S 2 5A
TSR VE T, HLZ50A KSR AR B J AR 100,
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X TR BRIF S5 1% IBD R 2 A5 T B Fil sy Pk
PUEEIRYY T A e SLRR A R 7 S5 5 Ol im SR Bk
%, S EREETHS R UE .

55 — HiZWiEshPEgh i, ar BP iR Aa Hu 4 #%
IRIT, HAF T ~TNFs il 771 K G2 305 5510 ( annggnd
25 FH G IRERS ) W Rz T I 3R R A Ak 1o P ek )
TR, 5 S LR EATHE R YE  FRE 1BD
FE AR YT L AR — EUR A TG S TB, Wi
IE7E B R BT -TNFs il 3510, 8 45 1, an S0 10 7 v
HoAth Ay A1 590, 2RO T BB A5, I S BT R 4
AR YY . BB JCE X e Wi e PSS R
PR 2 J7 AR A L, UL 25 LR E Be it 12
L ERHEATR S T A2, IRl S WHO K&
T E 452 B 16 48 FE L, XERIIR I A i R 4
T 2HRZE/4HR J5 % (H= 510 Bk . R= F 48\ Z= ik
WREMERE E= O T BE ), TR 6 DA IR X
BHEY T 3HRZES/6HRE(S = 55 %5, HATHE X
[FIRT ) 528, 7 AR AL O AN T 5 S A% 1 Mg Jss 42 U &5 7
2HRZE/NOHRE J % 7t 12~ 1. 6 FIBD &
FEIE S TB & 28 TR ikl 18 £ 4 3¢ TB #l
23 HEFE LS T 2HRZE/IOHRE 3t 12 4N H (04145
CAGVISIE B

5.6 UNER IBD BREIRYT L, v FE R AE IRYT
2~3 AN, HEREE TB M AR ARl 5 WK 2 A R A= 9
T FR . B WCOG X T IBD H & A4y i )
I A SR U2 2L ECCO 6T IBD #L4s iy
R LSS AR YT 2~3 N R
TB FHICHE bRk 35 J5 T 25 BRI 4T —TNFs HilF1EY7 .
145 TB 1 IBD g 35 M Ish Wk 52 G 2 410 1l 5736 97
H i i JC0 58 £ 86 S RE, W 455 % I IBD & TB 11
PP IR LT A , 0] S22 A il 700 () 1A A L

6 RIEMMREHFEE RS

6.1  FLRHE AT il B TE R, X R AR
SR A IBD S0 VR T R AN W8, m] Ak TBD
BH HR R AP BRI R AR AL
BRI R 66 HE 184 DEIF, VF 2R R
7K IBD fR A (IBD SRR i iy 1 BCRR B RE R A T
AL AR JE, ANTE A X R E AL S IBD A0 895 3
R Z—, b & IBD FERY AR & B AR SR ARES
(dyshiosis)o Li % "X} LA 5% T 19 936 s 1 CD
SEEN T7 {9)d  A EE ) Mg  ZR  ECTA TRTRRE AN FEE
L B F 22 5, 5 R R CD B8 18 R AE TR AL

FI%) R0 I L TR R AT B AN 2 AR R B T, R
R R AR B R AR AL, Hoh BB R (Candida
spp) =¥l (Gibberella moniliformis) ., H ¥ #% £% i
[ (Alternaria brassicicola) T RIS R (Cryptococcus
neoformans) %) U491 I 3 48 =y, X D L B N 22
PEVE MR A P LS 8L TNF- o JFN-y \IL-10 ik
BEHm .

ABLAA G2 T3 B (A S5 0 a5 RO R
Ji % % Dectin—1 Fl CARD9 25 &4 1 43 - 5 [ 5 2%
A5 ) R (B8) FCBE TSRS ORI (AR BT 259
I E N IR MEE R, SRR AR ),
Ji7 T R HC A A7 14 T L R B AFE T R A 0 i A
5 | B R MR P , A e & R A v i 1R 2 T
P eI 142195
6.2 IBD ¥ — H A I8t FUm G XTHLIA G
P2 I B8 FLAT S A T B 245 4 D) 55 A5 1k
I KBRS EIRYT R AR R A B AL
oo 175 71 R P S AN [, 0 LT SR IR YT IR I AT
JITAN ) o Jag b P v 5 S T SRR Sy R L BT
TR 240, T 9 R L e i i Dk BT
W 259, WL TE 7T RE 6 75 B AN RHE BIR L S se 7 12
g 1146-147)

— B2 1R 28 I EL A e, U] b 5 X AL
A B 922 I RE ELAT S0 48 FH 1) 245 ) E 458 0 B iR
oS AR A= ) . A R T R AU TR
B (AN B IR R IER G, ), JR BT LA 24 W RE A AT A4
T, S P 2 7 5 45 P B 4 5 o A 8, o A
FLPPAL IBD HR 00 15 Ak 2 F i R B OC & L (H 4k
SEfd BT —TNEs il 501 14 KU 48 5

7 |BD EHFEHRBLE

7.1 SR BT e 1 O A A A U,
BRAR B A IX B iR WL TR IBD &
25 A R I WF A B b . IBD A HAasE
FELI R AN TR], H R T {68 P S 400 A 59 sl 2 4
A IBD F84%, JC B e 4l S 455 B ML 27 A= e 0 £
RN SRR A R DX T SR i S, AT 25 0
SRVRBE A 27 e HUR , e 500 n] I e, 24
SRR , W /5L ] S B A 0142 ) TBD g I
N S G RER A T LA T — i

8 IBD BEEHNA

8.1 WAL TE 1BD AT S e 0 0y vt
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H Ak &

JEARS TR b T R RS YRR IV sk B
FITERERT . — MO i R AN — I R
JEA R RPRAS < (1) B BB RIGYT A Tk
JersEE H A 20 mg, B 2 mg/(kg-d) L0 2
Jal, id5: 2 3 A H DL 5 (2) 1E ARl SRS 2 259
(6— %7 NEZ 04 B B A I %y ) | Y M | s 4T —TN s 7l
), A AE PRI, B2 3 NN 5 (3) P ENE
TR

IBD £ 35 b FH e 32 40 il 5096 97 I WA oy fhe 92
TIZ AR, BT 25 BN R ML 2 B e s D A ) 92
I G TR SR 0 o 2 4 B ) B Pk
BETGRE T , T LSRR O 1 A A e il 551
3ANTLA T G SR AE S e o il 50 7 P i 5 2 Pk
BETESE R, W HEIR Sz il 5 2220 3 A
8.2 IBD BEH WM 2~ (HT -HBs FIHL ~HBc
BIE ), nl$e52 1BD 2993697, [RI B 210 Ff HBV
RETH  ERE . IBD B A0SR [F A A F HBV et
S EO G A e T E LA FE R I 3 2 B TBD
% (Hi -HBs— FIHT ~HBe-) B 4%R HBV 5 11 [ &
A (WEEE) SRR o SR 2 W R B,
IBD £ X 1 A G o 28 A I A 1012,
HHT -HBs BT BRI 5 AR 5 R
TS e 42 37 G e I R0 ¥4 97 19 IBD & . B IBD AR
H 1 HBV 5 W R 0 T I8 AR .

HBV £ B HERP AL - K IBD H 25928 1 24 R I,
HEFETEDT —TNFs il 550 {58 420 HBV S 1, fc iy
FELWT IBD Bfefp 1,

HBV 3 14 3 FMpRE P < OURY 7] o 3 / P 42
FE 7 AT B SE 47, B Wik A R D 3 £ (0-1-2 4>
HHYa0p g EH O M as 1A 13 A
AT —HBs /KF, HT —~HBs<100 [U/L HFFER 1K
AR 3. 2 IR AN 5T % ~T9% 1,
SRR WIRIEF IS TR 3 & 170

XK F HBV $£ 1 2 Fh 5 0 A F1 AN B, Gisbert
S T 52 %) IBD R 4% R HBV £ 1 6 1~ H
12 4~ F J5 Bt —HBs A% F G370 K F 19 L ] 53 5]
M 2% R 5%, P -HBs T ERKF N 18% K A
BE A ST -TNFs 6l 77 35 5 K R e R #H
() 3 5. 7B SCHR TS pE A UL T s IR S &
20 HBV 2% 1 )5 B 6~12 A~ J1 fifi 2 $1 -HBs 7K °F,
L —HBs<10 TU/L F i #MF 1 & (HEFXT IBD B35 1
O SHERE T,

FERPIST ] R (0-1-2 ST ) Al i S e itk

BE YGRS e R s KA (0-1-6 A1) mlflidR
LB BB, (RGN T AR G g2 S A Y
HBV B AU 70 4 #1450 (0-1-2-6 4~ H ) AT fE
S A T AHIRTEAE IBD B Tk — 5T
KF IBD BE A A M PUIARTEE . BT -HBs
IKSF > 10 TU/L Bl KA S 10, SR, %
JRUBSE AHE, A Ak G M il bR 2 FNg M & (10
}5 IBD H3% ), 5T —HBs > 100 [U/L $k KA 300
ME ARy U A5 1BD BE e 1,
8.3 IBD M& AW eI RER A ZE R R . K
R FH S 2 A 590 1 FR R, 29 259 T A IR B
il R BRI . [FIRE IBD SR oA 0 v 12 2 e S e
AU PPV23 S X fiti 48 4 BR BT 9 — Fh 23 i £
FWZE, & 2235 98 % BUlili 48 () il 48 BR T 1ML 375 8.
FE IBD FB 2 I R FH 3R A5 R A1 S R 1%
ECCO @ TE IBD & T URIATTHT 2 JR A it 4 2k
FIRETT PPV23 DA 122 b Jek g 2

PEAN (BLFIRF)
¥ oo (AFHRER),
BELE(LERBRFEFERBIFER),
X EZ (AFRRKFARER),
A (BTER),
NP (PERRXFHEER),
il B (PLRKFWESF—ER),
bR (RFRERESE TARER)
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MR (M), G (W), F (),
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