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Abstract

E.casseliflavus and E.gallinarum having vanC type of vancomycin (VCM) natural resistance
gene are vancomycin intermediate-resistant enterococcus (VIRE). Because fastness manifesta-
tion is of non-communication nature, we do not regard VanC type as hospital infection measures
bacteria. We recently experienced patients who developed sepsis from VIRE enteritis. In this
paper, we clarified clinical characteristics of these cases and discussed some problems. A cultiva-
tion survey of feces or rectum swab specimen was made on 651 hospitalized patients and entero-
coccus with minimal inhibitory concentration for VCM of more than 4 , g/ml was designated as
VIRE. VIRE was detected in 33 cases (5.1 %), and other strain merger was recognized in 17
cases. Frequent fluor was noted in 25 cases (75.8 %). Sepsis which might occur via bacterial
translocation was recognized in two cases of VIRE alone and three cases of other strain merger. It
is common that VIRE is isolated from other strain merger cases, but VIRE alone can present clini-
cal manifestation of enteritis causing a danger of sepsis.
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FHERE IS & b 2 50 28O IEENEER CH
B H, EEARIICIIIRIEE EGURE, REGWME LN %,
FHERGYED RN L5 Z L BMEN T3 D,
1988 4 iza —a g8 ToxvavwA vy (MUTF,
VCM) fiHEERE (LUF, VRE) A X h 29,
BUE, FOK T & G5 R #E 72 B PN R [R5
ELTHEBENTWS Y9, 1998 FIZ ARk
WT VRE 2 h 9, 58, Bigc & -
THKRTHEZERTFHEENS. VREDS B, VCM
B RO MBI+ van C B4 ek FIoRER
BT & LTE -5 T3 E. casseliflavus (BLF,
E.c.) & E.gallinarum (PI'F, Eg) O 2&iE, &
HTIBEADOK S — 15 %k X h 3 D9 jiE
WHIEE CH 5. X512 van C RUZTRMRE L IEE

EUTH B0 (F1), BUEZ TPt
KEERZEZEZON TRV, 1999 F 4 BICHEfT
Iz, [REYURED PBA R O RRGYED BH I3t
BERBICBT A EEE] 12T E, VRE X VCM
N 3 RANEFHIEEE (BT, MIC) 416
pg/ml DI EDOGERE, & % vidvan A%, van B
e IhTwa, 72720, Mk, B, Rk S6K
BEDMEITERNTh 5 NEEERBRIAEH S van
CHIDR N X 7354000k, EATMSERE R B
EFNORTHEHELD 5.

S, RA I LEAPHRAEEEZ 2B 0T,
van C B VCM w5 i ERGERE (VIRE) %8
L, 205 bR, SRMAEARIEL 2EE 2
ENB 5RERERERL 7=, 25 OFEHIDOEERR
Rt et LREREZH O 2 IS L 20 THE T
3.

£1 7Y axTF iR 2 4 TOHH

ks 47 8RO RTERA i 1 5 BN ()
VCM TEIC
VanA 7YY (REN) e wmOE mOE
VanB FIYAXRY Y ([RENE) FEE (MICERE) sE~hEE R
VanC gtk (Rfah) R R L ¢
VanD gk 7 (JHzEN) R ? OB S~ EE
VanE gtk GEzREN) A K &%
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F2  MUMAE % FAE U 7= VIRE B2 AEH] — F el —

b, s AREns bR H2- CV. VIREWAZ%  ffFF  BUMAE NERE - S T
% g %5418 blocker 77 FAEBHH wfE  REEE
EfE (MIC)
R CIHEEY
73, F  KiGE ARH CTM + 6% H MRSA E.coli IPM/CS e
4H Ec (4) (Endotoxin) PMX W
+ O VCM
T A L R
80, F /MEZSL A~ IPM/CS =+ 113%%H Cdifficile E.cloacae IPM/CS H 17
MRSA G4 4 H— E.g (8) REOVCM
MRSA fifi %% VCM + il 4 FLER BRI
RV MMt % 5H
(##OVCM +)
56,F K i CTM + 12%%H — Koxytoca AMK, 17
4 H Ec (4) MEPM
+ O VCEM
i PEFLEE R

CTM: cefotiam, IPM/CS: imipenem/ cilastatin, PMX: polymyxin, AMK: amikacin,

MEPM: meropenem, CV. /1 7 © HULEHIR S 7 — 7 )b

MRETE

2000 1 A2 5 12 A £ T2, P RHHERIC
ABEL 728 1L 651 BT, D5 B 423 il Ffi
WHEfT E . ThoDABRERIZENT, ARt
L 1HARB EO RIS 728 FIZ, HE7
SR A T TRRDREEBRA AT - 72, HEARRZ
MIXEBMERARABIIEIIT35C, 24 BfkE#
%12 VCM % E##(D MIC ##lE L 7=, VIRE O
PlEFHEL, BERE & IFE &, VCM O MIC #°
4pug/ml P EDOWE L7, Zhid The National
Committee for Clinical Laboratory Standard
(NCCLS) =d&3 VCM O SEHIRZ MR AL o ¥ &
FLUE 100 A3 MIC i 16 xg/ml L) k% resistance,
4 1 g/ml LUF T sensitive, 4 4 g/ml 725 16 1 g/ml
¥ T O bufferzone % intermediate & L T35 Z
ICHEL 2R DTHD. Fie, TAAT T (L
T, TEIC) (=xf4 % MIC # KB 7 1 A7 %W
THIE L, VCM B (E FOHE 4T -7 &6
12, MIC 7% 8 ng/ml BA LD —EBDE#K T, poly-

merase chain reaction ¥ (LL'F, PCR#) %R
THHSBIZ T DY T A 2 — @A 1T - 7=.

& g

ABtEED 33 (5.1 %) 12\ T VIRE 'k
Wt Ech23fT, EghP10HITH 7.
VCM 12395 MIC &, 4ug/ml; 13, 8ug/
ml: 1961, 8pug/mlll L 1HITH -7 4
TEIC 125445 MIC 7' 1ug/ml I FTH - 77
¥, VCM iBnFid van C U HEE L 7=, X5
{2 PCREETHERR L 72 &R Do 7 2 & — &
FriZd T van CHILSNORBLARD 52 >
7=,

VIRE #ifsiid 16 51, Clostridium difficile #
BRS A DRI 10 B (30.3%) 12, xFL ) v
i@ 7 B ERE (BUF, MRSA) A#f5l2 6
il (18.2%) 12, Z OO EFEAGEA 8 5l (24.2%)
2R 5 7= MlEEAGE VIRE, 176105 5 15
il (88.2%) T1H4MP EOTHIAED SN,
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F®3  BUMAE % RAE L 7= VIRE B ER — JEFIRER —

Fip, HEESEE AR WikbUEARl He- Cv. VIREMG%  OffF  BuffiE BB iR
i3 G P55 blocker #7 F4R¢HA Wi REE
& (MIC)
FRCHEER
51L,M MGERAZESE, MRSA IPM/CS + 30%§H  Cdifficile E.cloacae IPM/CS HF
MRSA He 4H— Ec (4) AMK
AMK + O VCM
2H i P LI 1R
(B veM +)
TTM BMEREL, A CT™M + 7% H —  S.marcesc. IPM/CS ETF
NAPAZESE 4H Ec (8) AMK
— R VCM
it P LR

VIRE B (11/16 ; 68.8 %) 12l L TEHERT
b o7=. VIRE BBz 33%d, 214
(63.7 %) 1= H2-blocker 235 X T 7=,

FHiBE R 2361 (5.4 %) 12T VIRE 2
WEh, 11EILMRTA &, 12 B2 iR 6 h
7o, BRFMHNZ1IHITH -7, fikichRti X h
7212605 5, VCM 25 ch7z 2 &< 10
BT, itk 14 % HDIANIZ Tl & OERRIEIR %
o 72 - ITERE TR S Iz fhimn ABEHIR,
Zalm, HERERe, ik, PHPEROREEL
B E5HMICIX, VIRE B4E L OBEMIZZED SN
57z,

VIRE Biphod 2 f5i] & fli i A D 3 il ¢ 25
%M 5 bacterial translocation (LA'F, BT) %4 L
7LFEAONSHMUMEARD7- (¥F2,3). Th
5L VIRE A & h, FHIRHERL EDBLED
FER AR L 72%IC, MEREERE CHIME R
ENTFERIT, MR H T —F NIERGYEE E DR
BDOENKWERITH - 72.

iR 1Z BRUMLSE % FE%E L 7= VIRE BE %13 3 il T
(R2), N5 ORBEREEZ, KEE2H, /5
2L 15T b - 7=. VIRE B34 4 — 113
W H, MRSA % 1fli, MRSA & C. difficile % 1
B HEE L 7. BUmiEER K1 i3 E. coli, E. cloacae,
K. oxytoca & 1T, E.coliffl T F FF¥
VBT H 5 72,

FEF-fir 5l o> B I fE FEiE O VIRE B 25 it 2 fil©
(F3), ThoDHEEEL, BEAZE 1/, 2
M 1Bl TH - 72. VIRE BB H] I3 AFe%
7—8%H, 1liZ MRSA & C. difficile #f}ff£ L
7. BUMAERKE 1 E. cloacae, S. marcescens T
H 7.

B SE fF 3 5 FEFI D 211z H2-blocker 2332 5-
T,

% £

HERF 22 7 AR ©, AR%# &8O
FANICETE L TO S IENMIE TH D, 19 FEEOH
WIZAKEE N B, EEIRMRA 513, Enterococcus
faecalis, E. faecium @ 2 FfdEH F B4 HEE O -k 2F
%158, E. avium, E.g, E.c.Zs EX b5 1245 X
h32, IBERFEO v b ORI, E. faecalis 12
Esp &IN5 REE TR cytolysin, HHEME,
MRS Z =S =X 04 FEAE D B4, HET
F o BRI R SHERE D & 5 20 500V O HERRIZ BE M R4t
BROFHETHS L IZEhTOAENWDS, LaiL,
VRE #1988 £12 7 7 ¥ 2 THI T X h?),
ZD%, BPUZI — v v 3RKRENIARD, BEA
RPN RET B E TITW 5 7. VRE ORE~SIE
PTD4IcENEhs W,

1. VCM IZH 3 % /& B i B 12 & 56
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2. FENRRG AR Z Ld .

3. HREATERBMNIZH - TVRE BMENIZE
HLRTW,

4. WEBEFATIZAIREFLTHEBATF
TERE R R L T P ERFE IR D 9.

ZhoO» s, KEEREE Y 4 —RHA
DJFEAE 1 VRE IZK§ 2 811515 % VRE B3 ¥
Bixts~ =270 #REL D ThHDk
T ELBREN TS0 HEWE, &<
IZVCM O F#EHATH D, van AR, van B RUIZ
W4 BRENEG R TH 5. 724, van CRIOER
RIERIZBED & ZARHETDH 5.

LD FK % OERICIE, van C BN\ THIM
i, ZHEEAHOVTIZEWTE, THPHE
FaEGIERI L, BT 257 L THUMAE #7858 L /-
EELONTZ

BT % 35E4 A48% & LC, 1. physical barrier
DHEHE, 2. bacterial overgrowth, 3. immunosup-
pression DAk ZE < 3 DDOHERANE L 5h T 517
2, EEERBNIZ W CIE BT #EFEEHT 2 Z &3
W TdH 5728, BULAER % fa A2l EORE
BI5 LT\ %2 & EHICIEEHEC X &2, EFEO
FZOMAIZE D, £ < OEEFEEIIBEATRES
D, BEMIZERH NS ME H 7 — 7 ILRRE
N7 = TN EDREBIEIZEL 5> THEL 725k
PR E IS B PEEROKREG 2, AKOGE KGR
#EEL, BENOSHEAHMEEHEE»OF
GO EALIZ BT A8 2 LR T WO —E K
IZh->TWdeEALND.

SO Ik 4 OREHITIE, VIRE 74 & DR K
W e BUERRFE IO TF o Te R L - T
D, BUEERERI D 245153 H2-blocker & L T
W72, VIRE B54%(Z H2-blocker 2L =2 &1C
LD HBNHEEORE2ZMb > TBT 285 ZiZ
X7 AEZ 5 7. Mehall 518 1%, 5
& ¥ ranitidine 25U, B D pH &8N &
T D colonization & bacterial transloca-
tion DG AHE L T3, ZHhIZk S L HED
pH2 4l Fick 5 &, FHHICKHEMND coloniza-
tion & bacterial translocation 2A¥HI L 7=, 1% 5 13,

H O EE A S N D colonization & bacterial
translocation Z Il L T3 EfEamDiF T 3.

Van C B0 VIRE D&, FEGUEdL KFHIED 72
BHOFRIxEHE LT, mibo K512, VCM DO
B, BEPIRGSAIE SR AT Th 5. VIRE A4%
IRPEHETH B Z D, 2=/3—F)L - T3
EUTFRROCORUERHEF LI T H
LEZL. TrELWOREKETF, VCM X H2-
blocker D EMFH A L DmEIZITS> 2 LT, 4
B St R B> VIRE 7 % 78 £ %13, 2000 £ 0
2.8 %7/ 5, 2001 H-121% 1.0 %29k U, BUMGERE
FNEEED & e oo 7.

VRE IR LTI, 7y ) v rEoX=Y
VYR, ANNRILR, FrE<vL4 L v nEDN
L H R EWE SRR S T&E Tnb 20
A, EHELGIFEA OB EMSHE T, 22—
P TLI—Y g VORMRICHZELELS. &
IZVIRE SENEERETH D, ROEEDAT
HITERAE L 5w, L ¥R 038, LiLl
¥, van C o VIRE 12, van A B> van B A0
5 28 —BETHHEL ZEBEORED2) ¢
Y, TR BEFERILETHEIEERD.

- g y19)’

& 8

VIRE i5451%, H2-blocker #57% £ 12 &k B
MEHORE 25 BT 27 LARIMEA R $&
ZZ% 5Nz, van C IO VIRE 125 W T & BFI%
PR TH D, FENEAYREE & U TR 0w E
A&, 225=H)L - T a—3 9 VORI
Lz EETH 5.

GE, ARYOBERIZFERK14F4H 13 HE
102 [l H RSM R e i 2 (FEh) 1ok
WTHEEL -
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