VOL. 40 NO. 8

MRSA iz 833 R=v ) +—dELEY

1005

AFVY) UTMERB T FURE (MRSA) 83 2~=v ) F—PELEMEORN
—Ir7ubFy oRGMEERWT—

IR FE-#& WL BY-RE O OH- LR W
PR WE-NLE BB SN #HE - EE Bt
MHE KR - BN MR- THE OB - R —ER
B’y Fz?

EBREFE—NE, "A RABWRE, *FA SRRER

(PB4 3 A 9 BB - FR4E4 A 16 ARE)

AFYY UERET N URE (MRSA) OfMEBFERR=Y Y F—¥ict2bDOTRE
(RVYY RBEBEADOEEEZ SN TWVL Y, BER=Y Y+ —¥ 75 X 3 Fs MRSA
KEACHOMER L TWE I LdthinoT &, 22 THURITHEE ST MRSA 138 B0
RV VF—VEERET YA N ) —F 4 R 7ETHEL, X5ERTOATEFaT7 S
7 —EHFILSNDO MRSA OAMFELE LT 70 v U HBSEEBORI 21T 70,
=YV F—EREELEKIEIAFY ) Y BRERET N VERE (MSSA) T3 55.6%, MRSA
T 10.1% L BEBOEXFEYD (p<0.01), =y ) VESEHOE(LITHMEEEL ShTw
5 MRSA ZBLTR=V ) F—¥OEEMUBETL T2 LB EN), a7 /5 —FRT
BIVEE 79.2%, ITRIZ36.7% DRV ) F— VT EELN FEELTBVELXTD
(p<0.01), ¥ BEXR=VVF—VEEEEKRIIBTIRAS LT, BiFD MRSA OFITHE
THHNBRICBO TRV ) F—PEERSBEL I LTSN, $7IDaT775—%
NBEKEL 7o b F Y VRIGICHELTRAT 2L, o705y CHEBESKIZIZ
EAEBR= ) F—FREEL TS, BEEK A, CEBELKIIEA TN 20.6%,
0.0% Lt FRWEBETH->% (p<0.01), UEIVALI7/5—FIBTHOI YT bFy
VERITRZ-IMEEREL TWE I LB LN, 5% MRSA ORN2{ToTw< 3 2 Cx
YFTubF U RICEZEOBERALEL T,

Key words: 2+ ) VitE& @7 F VERE (MRSA), "=y V+—¥, z>FubFyy,
a7 75 —ERGINE, BekR

4$H, ARR, S8R 2Bb FEEK L methicillin-resis-
tant Staphylococcus aureus (MRSA) bSEEZ|:FIfE & 7z
2Tw3, MRSA it 8-7 7 % £RicH T 2 BMEDOET
L7 LS EE®E (penicillin binding protein-2,
PBP-2') %4 ET 2L iV WML EEN TS
D 0% DMEICB T ATMECEFE L TEER
B#ERIL T2 B-F 75 ~v—+ 2 MRSA CRRERED
BERYBEVEEZSATWEY, Le L, HEMRSA
B 2REFLVRVTOHRLT T4, PBP-2 DEL
RIEFTHS mecA b=y ) +— ¥ REEFOEM L
EMEhsiIcwizne), MRSAiBWVLTHR=Y ) F—
YHRZASHOMEEE L TWE I bl TE T,

—7%, 5{DODMRSA B} 2EEHRNTIT S5 —
ERBAVWSh, REIT7 77— FHNBBSLENCHRTL
T3 EDHEDH V), &5 HlRRN%2T2 LT
LIIPATI—CRHTRTF+TAFEOBRLH L, Hr ik
MRSA @ #E 4% ¥ 5 staphylococcal enterotoxin (SE) iz
& D MRSA 238K L T &, #ZCZONE
RS ThE VIRBAT 6h Twiedh 572 MRSA D~
ZV ) F—CYEEMC O ERF R T DO TXRWEE %
mzkEST 5,

I. # B & ¥ &%
1) XMRELULEBK
B0 58 F0 & FRK 2 EDORIZ YRN8 W THBE X

¢ BRTH X 1-2-3



1006

CHEMOTHERAPY

AUG. 1992

7 MRSA (methicillin, B/NFEEH L MEZ12.5
ug/ml) 138 BREXIRE LI (LEEBI1BR), 2775
— PRAE T IR 109 Bk, IVAY 24 #%, 113U 3 #%,
VIEY 2 BT H > 720 TR MERK D R (B B v —
95 Bk, W& 19 Bk, OF 11 Bk, BN WKERAH AR O #K, M1
W AT H - to, B/NEREIEWE 12 AAICEMES
SRME IV HIEL T,

2) B-7 7% v—LHEVK
TYRAMN)=F 4 A7 TITo1Y T4bb
R=YYVG, 277V rBEU 705 L2 ER
EL7B-778<—YRHEMT 1+ 27 (HX&EWHM
Hers—8) 2V, En®Phoi 4 A7 L pH
7.0, 0.01 T LHBREHEMB 0l £W T LD B,
Bk S BER I BRED IO =— 2 BAFL,
BOKLELITFA R 2ICED -7 v—E %N
Zy)F—¥, E770ARYF—¥, t70Fv <
—ZDLFRLIZHEBI LI, S TT 1 A7 DOKEN
BRAR IS TRDONILKE -7 77— EHE
L, 2B TROONTI 2P EEEEKRE L
1oo RIGHRT 4 A7 D3BEMR S 5 L HIERBEE 25728
BEMBCVORITS T,

3) MRSA ic3 5 SE E& M
BREEN—M Y T7a—YarF43a icEEL
3TPCT20BF MR & > & EIT W, HBE % 3,000
rpm, 20 5rREEGL, EiEEMREE L, BB
FObFY U A-DEIVHFICHRELTHBLZESER
Ny eREIUT )BT TI4=T 4709 IS5
LI THBLI Ty 7 ANTFIRIEL 7 F VERERH
Bxy b (FUA&EW 2R, ¥REFTv 7 A&
ERIGTHE SEEEMEZHEL 12,

II. & £

1) MRSA & methicillin-sensitive Staphylococcus
aureus (MSSA) B2 -7 79 ~—EELEY

S. aureus DEXET B -7 793 —X 3T RTR=
V) F—¥ThHol:o MSSADR=V ) F—¥EL
M2 66.T%BHEELULEERTHD, 55.6% 058
BEABKRTH-7o —HAMRSACEWVLTRENEN
42.7%, 10.1%Th -7z, BREEEKL S VP EE
MU EEEABEINF BT MSSA DA MRSA &b
EBCEETH-> I (p<0.01) (Fig. 1),

2) MRSAWKBF32a7/7—¥BcLsR=y
V> —YEEN

a7 77 —FUBTRR=V) F—FYEEELEKIT
AoNTHEEELEKIXII6.7T%THY, a7 75—
PIVBOBBELE®K60.9%, PEELLFELEETI.2
BEHBLEEICN=Y ) F—VPEELIIERTH-

PCase (%)
100,

>

MSSA MRSA
(n=72) (n=138)

Percentage of penicillinase producing strains
S
=

EQPCase (+) [ PCase (+)
* vs, MRSA p<0.01
PCase, penicillinase
Fig. 1. Penicillinase-producing strains of meth-
icillin-sensitive Staphylococcus aureus (MSSA)
and methicillin-resistant Staphylococcus aureus
(MRSA).
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Fig. 2. Isolation rates of penicillinase-producing
strains of coagulase type IV and type II meth-
icillin-resistant Staphylococcus aureus (MRSA).
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Fig. 3. Comparison of the rate of penicillinase-
producing strains by enterotoxin type in

coagulase type II methicillin-resistant Sta-
phylococcus aureus (MRSA) .
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Penicillinase production in methicillin-resistant Staphylococcus aureus,
with respect to staphylococcal enterotoxin types
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and Hideyuki Itaha**®
First Department of Surgery, Hiroshima University School of Medicine, *Department of
General Medicine and **Central Clinical Laboratory, Hiroshima University
Hospital, 1-2-3 Kasumi, Minami-ku, Hiroshima 734, Japan

We investigated the production of penicillinase in 138 isolates of methicillin-resistant Staphylococ-
cus aureus (MRSA) in which the suggested mechanism of resistance was not the production of
penicillinase but a change in penicillin-binding protein. The percentages of highly penicillinase
producing strains of methicillin-sensitive Staphylococcus aureus (MSSA, 55.6%) were higher than
those of MRSA (10.1%) . In terms of coagulase types, 79.2% of the type IV MRSA strains were
penicillinase-producing, whereas only 36.7% of the type II MRSA strains produced penicillinase
(p<0.01), and none of the type Il strains was a high penicillinase-producing strain. Among
coagulase type II, most staphylococcal enterotoxin (SE) type C strains produced penicillinase,
although SE type B and type AC strains rarely produced penicillinase. From these results, it was
considered critical for epidemiologic purposes to characterize isolates further by SE typing.



