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Research advances in epidemiology of Clostridium dif ficile at home and

abroad
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[X # W] RMERE: ERES: 2 TRITWNY
[(FESES] R378.8  [XHIRIRB] A

AR ME 42 MR 2 AT B (Clostridium dif ficile
CD) R AR IR MERR T JB T IR A R T o 2 e (o
FHE ML R B AT B (K 3. 0~16. 9 pm, 58 0.5~1.9
pm) s A HEE L RETE WL ZE AL . CD F 1935 4F i Hall
1O’ Toole 55 — W M B L 1 2& {8 w4y 55 15 3],
1978 4 George 55— CD 5 A &R IR AU 45
RAAR BEEM A 250 )5 KA CD 3519
AR LS W 4 . 28 U4 RS TR A T SRR e
(Clostridium di f ficile infection, CDI) ik F % H)
P PR PR R e 22—, 2003 AF b 36 U B R 88 & A 2l
FEEBEBEN CDI & & R FE R 8 & T . CDI &k
AN K B R WAT MR AT RS | b
NAP1/027/BICBR ¥ N U i 53 8 BI, ik vh 37 5 i
Hiyk 70 & NAP1,PCR #ZH iR A 027) 45 6. H
T 2% W A A0 BN T2 AT . AR SCKE X CDI
(18 R AL I PR R B 6] PN O 4 1 AT 2 1 AF
TR BT LR IR

1 CDI B & fmtlL#l

K LIK CD B o J& A\ 28 Mg 3 1) 1 i 1
Ll N R R e CD K8 500 . e B BURTE
ol I MR 2 M 4 S5 B . A B AR T A A B I (]
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350005 CD e fd HE A TE 1 85 717 340K 3 %6 4 1 fekt e
A LU I #5838 80 BEBEIN
R R XRME AR TR AH G ME RS (Clostridium dif fi-
cile-associated diarrhea, CDAD) 1% 5 75 4L pl ¥F 5%
TS NG T . H AT A P R AT
MY EEBE N CDAD Jig B2 fif B . — Rl oy 18 5 TE 1 B
WiRl k7S CDL A Bt i 259 I K& RS AR 5 o5 —
ot U N Sy S B A AT B B A 3R AT CD, (H 3 4
YU 2 PIRIT G R A RN

CD F =il 74 A B WFE R 5 CDAD,
TR A(TedA) WA FE R /TS5 B RS2 IR 455
| S R0 I 5 0 40 B iR A L 5 A & A R MR A
ARG b B R B EREEOER . S8k
Bt B D) e 2R 3G R, AT 5 | ke — R A R
AR s B2 B(TedB) o 41 i 35 2%, mI {7 18 % € 40
JHL & A T R VIRBE BV . Ted Al TedB 7 Fif
BRI IE N ted A Fl tedB, /746 T CD G A fk
BB P B %E X (pathogenicicty locus, Pal.oc),
ZRE RAE tedC FRE LA T WHEER. 5
—BEFE MR ATl Paloc AP LA cdtA F1 cdtB 25 15
77 A Z 0 # & (binary toxin), T R MR
TedA J¢ TedB 3R ZU. % S HE ™ EHMHEHK, S
CDI s B R RA K. —IuiE R WEUREHLE M A+
oy WIHG . H T C A& —Fh ADP-B B3 R L BERE
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fifk SR LB 2 1 A0 R 2L R S 2 I G R S 0 e B
e 21 R A0 K AR RO R AR RDF e L i T

2 CDI Yl bR E 4K

CD & B& Bt 5 0L 0 45 08 3500 18 . 8 A Be
BHRRYPEIEYS . BE BE P AR AT IR E AR 1 B% ¢ (hos-
pital-acquired CDI, HA-CDD J& 4§ A Bt 48 h J5 5
BeJe 4 N B CDL, AR e it & B30 o0 R
S CDI s BE JG 43 [5¢ o2 4 4 FH 2 50 s 25 4 - o b
TR A Bk A A XA A5 78 AR A2 1A B (community-
acquired CDI, CA-CDD), & X M 7EFE X 8 fERE 48 h
P& A CDIL H%E 3K g e 251 12 J8 P T4 B
g, AR IR AR R AEAE B S 4~ 12 [
P DR L2 SO AN 2 7 CDIYY
2.1 FEFUE WA RIS A0 20 b
CD HICIEIE SE AR . SR AT BB B CD At 8 e . gt
RSN A B R A B B P B I LR
I3R 3%6.20% ~30% 1 50 %6507 B AR )
BRSO CD 18 F /v B IKF CDI &R B47)
J& CD Rr8iis Ye s Be B BT 19 B dr il -

2.2 CDAD %y 25% ~30% ()31 18 25 W) HH 56 v: JE
B CD 8128, CDAD [Ii2 Wi ok 16 8 F 5t 14 25
Y2 h#) 2 A~ H W R A S B R L 0 1 R R
LIRMETE. WS E D ES2 dRr gt HE b
3B 3 R PA AN O SRS, BRIKDLAM MR
B R DU B TedA, W JC 18 2 75 D& 4 v i 2
4y B ) CD ¥ 2 CDAD, it £ Afi1ik N . CDAD
(1 5 A — 28 5 A B A G SR T S5 3 JLAT: 35 61 9 o 42 ol
59 By o0 (CDO) BIF 5T S s - 2 588 T8 CD i3 YL i 2R
BiA & CDAD & /E f B R 1,

2.3 SRR E M E M K (C. difficile-associated
colitis, CDAC) A BRI i 2 72 CDI d5c # WL 1)
I RAE AR . CDAC 3 850 g B FH 38 0 s 4% B¢ B (7] 4E
Ko, HAh R AT 1) & 5 3 = . CDIURE bR A0 455 1 9 %
O BB R B KRS AR 5 A AR LB K
R A 2 Ber A &4, MO MHEE 2
WA A0 R O B Y BB R T 1 CDAC 1 &
A

2.4 BEA 4 B £ (pseudomembranous colitis,
PMC)  PMC #5745t B 2= W & R s i)
IR AE , BPPHZEME T AL B . AR, PMC F2 %2
ST TR BT 259 5 0 R 1 I E R R R
LML R . KEsr PMC 2005 sk R

MRRT 8 20 FH AT 6. R T fcb SCikt ™ iz i, PMC 5
AT 259 ) FAE OG . PMC B I R i R AL 35 1
L K I AR 8 (<230 me/ L) JKAEIEYS , L
P3SN RG4S PAN Rk & E AP W e
FLA R Al B 2~10 mm fs (8 09 BREBR L 75 1]l R
i AT CAREE W i A 0 4 5] PMC Wy defEJ7 % . th
TR R A TR R PR, B RE S IS BT IE 25 W) 1R
JrIU R EE . PMC 5 & AR % R 100 ~ 250019
REBRFRH RO A PMCT,
2.5 R &M X ({ulminant colitis, FC) 2§ 3% 1y
CDI K FCL AR — R 5™ 5 1 IF & AE , s %
L.E4ilm. 2. Rk L4 FC &4 R &It
w5 AT AR50 I e EE ) CD SR 5
Rtz 4b . CDI 22 51 2 4 1 1 9% (inflammatory
bowel disease, IBD), IBD J2IIfi [ 12 8 B ME 81, B 5E
AR CDLRAL. WX AT ™ # IBD /Yy CDI &% #E 47
HIPAG LA E 2 75 1 & S8 dE— 20 i S e i e
J7 . CD 0] Be 58tz 1 % (ulcerative colitis, UC) iy
WA K B Rl T UC 599 T — oA 2 ik %6
g CDI -,

3 EMS CDLRITRERR

3.1 ERRX HEERE CD 22w H 4
VY PR <G B 00 ) 7 3K T A R U M R B S BUR
B, EE CDC [ 2009 45 FF 4 JF J& 4 [ CD AT
a2 R AL 2011 AR I A5 R s L 36 [ R AR 24 50 T ]
CDI, 5 .29 29 000 AFET, H i 65. 8 %% JHy I 4 Jak
e, 24, 200 A BE A 34T 51 625 1] f 35 Y FEfH R A
e B CD 1364 #k. Hob f w00 = A B R
NAP1.NAP4 FI NAP11, 4> 343 PCR & & 027,
020 F1 10627, hin 4k CDI 5 it 2 il % 4k, . Gilca
GBI A Serfling [l 452780 43 M7 b b 52 113 83 7 A
PR I B 0 B - 45 R i 5 1998—2001 4F 3% Hb X
S CD g Y 2k 55 T B B 5. 8.,2002—2004 4F
F-H CD YR T 24T H BB & 20,7, FsEt
HR 2012 4R in 4 K & A2 37 932 i CDI, H Hr 20 002
BTE BE e N 2R 45 5 16 326 Bl AEAE X 4R 15 .1 604 {5 &%
PR ARG . SR EARL 0 KX
FTPAT R AL PCR M A 43 Y 027 (2 62. 7%
2 e & e CD Ry 027 P00y |

3.2 BRI BRI 2 E KA E CD gy
FW R T E R RO AT R R T AR
B B G, gk [ AL G P e I ot (The Com-
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municable Disease Surveillance Center, CDSC) %k
P SR B A 22 RN R L b X CDI & 9 2R 3% 4F Tt
B5,1998—2001 4E 2 10 304 f§i], 2002—2004 4F K
40 852 4] ;2003—2006 485 [€ & A= Z ke CDI & & %
.4 R IR E 2 % 3K = (Anaerobe Reference
Laboratory) 25,75 JFEBE i 450 £ CD ¥ h & &
FIRERER 43 R 02721 2005 4F faf 2% — T I g 2% &
CDI & iy & T i pe 8 & 4 6l B 28 T
B £ 83 il 5 [ AF fif 22 19 3 — BT 02 s B & 2E CDI
BT 12 (R 18 3 A s 7 ) AR 027 A
2006 A Af 24 4 E A 11 BT S B RS & AR H A% R A
SY R 027 3 B0 Gk R B 2. 2005 4R HOF B
4 i) CDAD H& 7 #5] 027 8 CD, CD J& e % iy Ji
KRBT W B A 10 B BT = AT B R E
33 fi], H 2005 4E3 11 frE pedf il 027 A CDI 2 &
FAE, 2006 R4 H — 1 BE B R CDAD %
ARl E R T ERE B 13 6 BT RS TR H
16 5], JL efr 50 20 95 JE A K I S CD A% B 1 43
0274, 2006 4 E &4 15 2 CD £ R 44, H
87 %0 (194/222) 1y B Y 1B 25 95 JE A4 g CD A0 4 43
#0274 B8 FI) [ % 2 2% 0 (Austrian Nation-
al Reference Center) #2" & 75, B H#i F) 2003—
2007 4F CD J&YeR ETF T 255% . PHEEF 0F o5 45
PO IR L 19992007 4 CDI % A= % i A 7 13 B
B 396 EA R IER R E 12,2 6], 2007 4
RPN 9 R T 55 455 1] P o0y (European Center for Dis-
ease Prevention and Control, ECDC) JF #4 3k 3 i #4:
TR 2 U ESF R CDL W, I 45 Bh & B S2iti A #50
SRR T 47 1 15 i 5 2010 435 43 RO 1 X CD Jgk e
HA TR A s 22 FUEUR 1 CDISE T A%
JFK 1 7 916 I F IR 2 335 20, Bl & B4
Y027 JER AT B A 0 L WO L X CD B AT
A BT, BRI CD d5e UL AR Uy A% b
R4 014/020(16 %) A A 4> B 001 (10 %5) %
WA 43 R 078(820) ALK 437 0186 X6 FHAZ M 14
A3 T106, A% B R 43 B 027 FR OB A 2 B 002
5y,

3.3 M X  H A SCHERICE ) AT TR R O AZ R
4y # smz, FoAE 2004 4F 3k B T 0, A R R
64 %27 BBERL Sy R smz B [ BR b0 R B A 43
018,38 1 slpA 43 BUIE 43S 3 FplE 8, op i
LR T2 . HOACE DL Al 0 A 5 A% R R S
B O14 A% M 43 AL 002 FAZ A 43 B 0012 (HIRR
SEFRATIAZ R 40 B 027 H1 0 AR B , whE A

% CDI IR E A i £, 2004—2008 4F CD By &R
METHEREHE 1.7 A &2 TR
2.7 BB, A, CA-CDT &Y R A7 ir b7, 48 1 —
Jir s e CA-CDI ( H A 0 R 1 5 7. 1260 5
IR—FTE BE &2 H 0 1Y CDIL 59. 4% A 4k X P 3k
0, whE M X F B R AT CD R . —
T2 S FERAT WA FE R ted A P 1edB
PE AR R, N BB AR 3 B 0175 5 Shin 4572 $)2
B 2006—2010 4E 72 % B B g R 2 018 Y
CD 5, WA 027 8 7E— & B2 B AH DG A I
MW R A R R B 2 AT . B
WA 7Y 078 2 5 [ Y5 B i W oo R
CD B #ESY . 1990 4578 %% [5 206 Bl i 15 & & 1 3%
fEARA 52,5 00 K 2 40 i 5 &Y . B 25 A
KMERE VS 1 B F 18, 64 % 35 CD, 44 % ~
46 % PCR KM #] ted A I tedB™Y . H Al %8 F IG5
T CD WA 73 B A AH OG- IE . 2006 4F 5 fin 3 h
i B (Singapore General Hospital) CDI % %k & N
TpTAERERHE 3.2 6], B HFER>50 B WEE
CD e R g m ™, — i A 1200 5K IR 25 &
BEBE 20012006 4F CD Bege A EF 2 FIb, i &0 fF
B H 1. 49 67t 24 07 B H 6. 64 170, B m
Pt B Z e E R M CD B Bk a0 A 4 4y 7
027, fHL H 3 B 22800 5 e Sk g7

3.4 PEHBEKX

3401 F F LW R B HRIE 19961997 4
32 BIIETE & A 100 Fil# & CDP% ;2008 4
9—10 H FI T RS SR i 75 R 19 07 ik A I 723 4]
B = 37 ] CD R, 2003—2008 4F F ik
M X CD g R AR K F80E L 2008 4F — JIr B2 B A 1 4
TEAE A IR B B R HAERE & 1.5 4R N JERAT 10 i
1 A8 T ORI R #E ) CD R A 43 A 027, 3
ZJ5 B X CDL By A I AS W7 3 s B R P & A ¢
027 BUMRIES . Fls CD B AR 43 B (1) A1 5 5005
IR 2 fp A i i) — e SCHR I 5% 1 3 B Y7 IX 8 1Y
5 FrBEBE . AN 307 B J8 2 B A v g g CD 345 B, H
70 %0 PR BE R 43 70 5 [ bR d B WL 23 T AR
BIAHHIR] S 11,6 20 19 TR e A2 M 43 780 25 SR DK H B
1.9, 4% 0 CD M43 1 002, S 801 CD Jgk
JeAE N 2004 45 TE e B # 0. 53 ] E I+ 2 2009
AF I BT B AR 0. 95 1] T K i b DX 38 H DL A A%
B3 B 017 WATHRL R 0.7 %5,

3.4.2 % BEMKXATGER TH = CD &+
A HERE T CDI AT A LI B, Chang %M 4
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i ,2003—2007 4E>>65 % B % CD KPR FT} 5
~6 f%;2002—2009 4 CD ¥ 35 JHPE % — H AL R 7E
106284, 2010 4 — ff & b B Be it . 2B CD
JR g g TR B FR A 0. 45 )L TR Wa B B ol
TR F 7.9 B . Wei 4% 142 iy CD
BRIEAT 43T R 6 Vo AR AL 017, B
M X2 & B 00 HE R I Bk B H AT R R B
WER 4370027 F1 07855,

3.4.3 WwEARE FEX CDAD 1y f vl A
B el AR B R A i dE 5 B
IR BE 1982 4F 10 H—1983 4 3 J1 11 #il i H 1/ 24
YIids & 0 45 i 48, JF BB B B 2E 08 b 43 85 3 CD.
HEHEP A L H4ERUE CDI A B 51 A AR
f 6. 1996 4E 9 H—1997 48 6 F 4t 5% B Fi1EE B
36 1] 18 V5 £ B %, PCR K M ccdB FH 1 % H
46. 7% sted A FHEZR g 36. 145751999 4E 1 H—
2001 4F 12 ABLW 3 Wiayr 1 UL B R TE 1
199 fi g N &2, Hop &G 3 CD 34§, BH R
17. 1%,

21 2t J5 3R E CDI &2 &t e 0 AH 5CSC ik If
A2 T AR ME ) B S e 3 1 b R TR O AL AT 2
AW A S CD R R . 78 p
A 148 R 20002015 4F % 2 (%) i A A 56 303
Bk ILERBIEE 6 . )M — NREEBE 2008 4F
4—11 H 202 {51112 Wr o Bt & 25 9 A0 PR R S 1 AR
B B 2¢O S BE A M AR A CD 32 ted A/
B AN 21. 8%, ® 5 BE B 2009 4E 12 H—
2012 4F 5 JI R 3 660 415 15 £ B M & i 2, 3L
H 572 (R ARAR ted B FER B BHME SR 15. 6 %61,
IR NRERE 2010 4F 6 H-—2012 4F 6 X F
5E CDAD B #1954 b4 #F 17 PCR 8 2 ) , H
B9 BRI E] CD, BHPER Ky 35. 260, e I
VB WK . 1 A8 K2 R A B B 4 R B
2013 4F 11 42014 4F 2 A{EBEETE R 706 (AN
R FEAE, Horp CD FHE 34y, B R 4. 82,
B N AR A CD & 2R R EOE R AGE AU 38 5 =
B N fE B A B R CD K i 8, 2014 AE BT
ML B B 28 ] ICU A Be 8 & ALK FAn A< 9 il
CD FHM:. FHMEZE R 32, 14%, 3 1cdA/B 3
B, 2014 4F 9 F RN K455 — B s B= B &
faRkE 128 il 8 WAL Fhn 4, i 22 4] CD FH
PSP 17. 197, Tk E HA-CDI {75 i A 1]
W, R E B T R AR = KE W CDL R
PR B, T RE S 3 E B 25 W 48 AT AL . CD A7

AR S VA K CD K J7 3 A8 38 1 458 R AH G .

N T CD 43 47908 2 14 3] A0 A DG SCHR AR
/b, r D T B 4 ) L 2014 AR X SE H = AN
AEx TG R [ 64 Bk CD #E47 PCR-#% B 14
AL, JRRAR 9 B AL, Hop L 017 A (21 fk,
32.8%) N EPY ., 2011 AEX AT FK E 32 #k CD dEAT
WF5E . & B 12 RS TR () PCR R A 4 784, e )
ST By (28 %) ™), 2014 4F rp B K25 25 45 5 0
R ) B2 B 1 32 Bk CD k47 MLST J3#r, 23845 9 #
FPAN AL, FEE = F 4 5y ST45 (9 %), ST39 (7
O M ST26(6 RO, H4y de 33wk xt = = N A
A CD 23 F AT 7 0 S AT 73R (A 45 R A7 1
i, 7E PubMed F 3L R 3 9 i AH 3¢ SCk, Hrp
Huang 2557 $38 2007—2008 4F |4 1 E B CD
SR R BT B AR 13,04 91 X5 56 bR R
IR 4y 70, DL SH T S5k s+ 3. W4k,
Huang 7£ 2009 4F & R SCE i d5 . ok B Bl
75 ¥k CD,18. 7% MR BA 43 8 0175% , Chen 45
X 2009—2011 AW VLK 27 Be 2= Be i @ 56 — B Be 1Y
161 Bk CD #4785 R 4301 Bl 2 07 5 7 51 3 B L 45
R 83. 2% () CD oA TedA FHHE TedB P, £ 2
I = Ff i 31 F & STS4(RT012), ST35(RT002) F
ST37(RT017), 2012—2013 4 py JI| 4 P4 & f ICU
CD Y % g 5 7 A Bx H 25. 2 fi], 243 8 CD 28
PR P P RR S 0 BE R W AR 200 8T 8 4 T
.dt 11 A, Hid 5 Bk ST3(RT001) .4 kk ST35
(RT046), 4 ¥k ST54 (RT012) f1 3 Kk ST37
(RTO17)™M A 4F | ifg 4 1L B2 BE & A Bt 1 24 4 A
KM IR E /) 206 ) B E . Ko 63 i (30. 62%6)
CDI, Xf 65 tk CD T8 MR HFATAZMER 3B, 432 18 Fif
BB Hh 18, 8% RT H(ST-81).14. 1% K
RT012(ST54) 1 12. 5% & RT017 (ST37)1,
2010—2013 4F 34 EE Be 94 i) CDI, Hop 31 4]
(33%)J TedA Pt TedB BHYER) ST37 B, #5955 A
BUNH ST37 B 15855 . 77 A 1 96l 4 A AR X it
W2 R 25 e . 5 E CDC 2014 4R & %
HYSCEE WL S AN TR], JG &N ST37 H ted A Fil tedB
HE DA 55 O A B R bR A A R L R B R
MDY [ Y — R R B R 027 A
1078 B, H & 2015 4£ 1 H Wang & @ H
KBETE ] CD A% AR 2 B 027, 3% 1 bk 43 85 — 1)
44 % BRI w B B M, 2011—2013 i BE
2FT MR 7 B BE . B W P 25, #E 2012
10 R A BUR 25 WA S PR YS | J5 e H R p A



Lk 2017 4F

3 A 16 B 3

Chin J Infect Control Vol 16 No 3 Mar 2017

. 284 - i g o 2
I CD b A7 71 027,
4 BE

CD 293 [ CDC k& Jy B e N AR5 1 i £

BEEO TE L AE 36 E AR 1 Y 50 ﬁﬁJm‘m,S 71 Bl
FET-HIE 5.9 {0 TCH BRI T8 . CD YL M52
RS T E 5 —Fh s 3 ) M R Ak PCR RS K
A 027 BYIAHOE ., 2003—2006 4 3 H & K.
e [E] |k [ R EG A i A5V Ty R Gk B K B kAR
(19 027 BT bR B O 2 %, i U™ B JE R . R E CD
SR F A IEAE AW T (O IR R F T R A
PR EAR A R % B i E N85 O, 3 E X T
CD 1) W 0 1 DA PUE AE 6 A 2 o 1 TC 1 U0 1 b X P
YRR FIRATIHR M6 B . RE A RAURIR T
BLPE et ) CD s B, 55—, T
BRI EAN G — N T e, i DAL
P BE R CD BRI, DL T A A2 5 FB A IR e /8
E"JE%‘%YR»ﬁﬂﬁ%ﬁﬁ?ﬁ*ﬂ@ﬁ%?ﬁiﬁﬁiﬁ%iﬂ‘

10007 o A R R AE 4 [ [ 57 CD 4 1 AT
I 2 W T 4%

(& % x k]
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