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Lico SRR, 198151 A X b 1982 4 12 A ¥ T 2EMT, #RHTERNEESREY, 18
Hhis XURH RS BRI THRN L, LTORRIBLR,

1. gram negative rods (GNR) #:% gram positive coccus (GRC) ~o Hzft (fE) Aid2

o‘CL‘Eo

2. Candida ~DOEXER (FE) B > T\ 3,

3. GNR T, INTEHXRYEC LTW5 (i, BHFIRECET),

[ ABKRERIER, FIHEOHBKC X » THH MY

Lk, RETCLRAXAHEDO—>TH 5, HLUVH
BXOMBA LK, TORBRERBLERBL LT TET
w5, 1940 41X, penicillin 2B T h, (LFEME
ORRICY Y, {LREEBRHES AL R, HiES
EAHB Lo 1950 E1R12, WHE7EIC X 5 BRARR
NMBE it 7o penicillinase & x penicillin #)
D%, %11t cephem %o HBLIX, 1960 FE, Wt
#7MOET &3k, gram positive coccus (GPC) 2»
5 gram negative rods (GNR) ~od B # b= 6
Lo 1970 fEfRE3, %52 {H{{ cephem R DOBMRIL,
GNR oh¢, E.coli, Klebsiella # ¢ Pseudomonas,
Serratia, Enterobacter ic ¥ #3532 GNR ~ o g%t
ERILO2H 2, Z0X 5 REMBREEABFOLEL, &
RMEEGY b EH X T2, BB, Pseudomonas,
Serratia, Enterobacter ic ¥ » 33% GNR, coagulase
&# Staphylococcus i ¥ o 55 % GPC o # n i3,
terminal infection, nosocomial infection, #I# &%
REOHME T b, MPLEIT, X OBBELRELELT
2TW3, FEED compromised host ~D FEHf MG O
BRexy, ~BroBERREEL 0L Bbh3,

1970 £k GNR ~0#H i fiEETH 5 B3 L
cephem RpBAR I h 181, = hHABERERE
PRBEMAL LD Lr ¥R L,
I. Bt % & ®
1981 4£1 X p 1982 412 A ¥ C, 2EEMDOITHE

BARBRABIC I 5 EMER02, 1,804 #, T05D

20 521 ¢, R 1,373 ff Thoto chbHEHGE
L, WtkRERIESMEITOVTRN LI, FilET, #
BBRTFOIC, *fo, MMPEOHRBMCHER Lic, DM
MI%Z AT, S e 27, R, 198141 B X
h 1981 4£ 11 A ¥ C, cephem % 3 t-{CH BLLIAT,
Bl %, penicillin &, cephem R%H 1, 2 HOLFEH
hi-m, iz 1981 45 12 B X b 1982 E2 H %
T cephem X%&f 3 A DRKRIM, KX 198243 A
X b 1982 4E 12 f ¥ T cephem % & 3 DRI A
ﬁﬂﬂa’l}:. LTCO

BERRERHIL, AR, FRFEEAL IR, i
i% drainage tube X hiRER L7ciifi& iR RER L, F
#ikE, ¥ 7-12549 tube, PTCD tube 5 H#RER LB
B LTI,

II. B % K #&

B srmEd (Table 1, Fig.1) T, #if3 94 #k,
chi 18 ¥k, M 57 HkAi5r M X R WX GPC
21.3%, GNR 66.0% TH-1, GPC Tix, Strepto-
coccus sp. 15.9%, Staphylococcussp.5.4% T, F T}
S. faecalis, a-Streptococcus HAk¥Th-10o GNR T
1%, E.coil 26.6%, Klebsiella sp. 17.0%, Pseudomo-
nas sp. 14.9% T» - 7=, Proteus sp., Serratia sp.,
Citrobacter sp. (328 % = &L &% > Ttz I,
GPC 27.8% L#mfEM%RL, GNR 44.4% LA 1A
[% R Lo $IC Streptococcus sp. 73§ L Klebsiella
sp. MW Uico iz, iiofEms k hEZECERLA
tco GPC %, 40.3% Laiflice~{E1s, S.epidermi-
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dis, S.faecalis p g L1z, GNR X, 47,425 LRl
K~ 109 SIET Lo E.coli 1%, 26.6% 6 17 5%
~, Klebsiella sp. 72 17.0% mH¥ % ~METLAZ &
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Table 1 Organisms detected in pus

MAR. 1988

MK & BB, Pseudomonas sp., Serratia sp, i35

BTH 1o Proteus sp., Citrobacter sp. i3 7l & h+,
$itci~ Enterobacter sp., Candida h 7S hiz, My,

‘81 ‘81 B2 ‘82
1~11 12~2 | 3-12
- T
GIe i
Staphylococcus sp. 5(5.4) 1(5.6) 12 21.0
S aurcus 3 1 l 5
S, opidcrmidis 2 0 7
Streplacoccns sp. 15(15.9) 4022.2) ‘ 11(19.3
S. fuccalis 7 3 9
S. hacmoliticus p 0 l !
a-Streptococcus g 1 | 0
B-Streptococcus 1 0 o
other 0 0 1
Total 20(21.3) 5 u7.8 2 4.3
GNR
E. coli 25(26.6) 527.0) 10117.%
Klcbsicila sp. 16'17.0) 156 !
K. pncumoniae 14 1 1
K. oxvtoca 0 (1]
K. ozacnac 0 0
Enterobacter sp. 0 0 47.0
E. acrogoncs 0 1] E 2
E. clpacac 0 0 1
E. cgglomerans 0 0 1
Proteus sp. 202.1) 0 ‘ 0
P. vulgaris 1 0 . 0
P. morganii 1 0 : 0
P. retigai 0 0 0
Serratia sp. 1 1(5.6) | 1
S. marces cens 0 1 ! 1
S. liquefaciens 1 0 | 0
Pseudomonas sp. 14(14.9) 15.6 9 15.8)
P. aeruginosa 12 0 3
Citrobactcr preundil 3(3.2) 0 L 0
Acinctotesior sp. 0 0 i 0
Other GNR 1 0 2.3.5
Total 62(66.0) 8:44.4) JI 27(47.4)
Anaerobic GNR 4 1 | 2
GPC 1 2 | 0
Total 5 3'16.7) 2(3.5!
Bacillus subtilis 1 0 0
Candida sp. 0 0 3
Yeast like 6 2 2
All total 94 18 57

ORGANISMS DETECTED IN OJIYA HOSPITAL (1981~1982)
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GNR 225 GPC ~OM® shift, GNR HTOMXL,
Candida ~OWERHABII,

ke, B ME (Table 2, Fig.2) izov Tl
+5&, WA 62 Bk, PRI 22 MR, HRM 59 ERAio M X
hiz BifAit, GPC 1.6%, GNR 98.4% Th -1,
Serratia sp. 25.8%, Pseudomonas sp. 20.1% L @M
GNR pik¥% idlz, £ DM Klebsiella sp, 17.7%,

Enterobacter sp. 12,9%, Proteus sp. 6.5%, E.coli
6.5% Thoteo E.coli DAMETHEIL -0 Serra-
tia sp. D> ML compromised host ~ DB SN
Bbht, P#ITIZ, GPC 4.5%, GNR 95.5% & 3"
NIHRL A B, #MITI2 GPC 10.2% LML,
EhixEw, S faecalis Wizt ~%o GNR (2,

89.8% LW Lz, Enterobacter sp, 20.3%, Pssudo-

Table 2 Organisms detected in bile

81 '81 '8 ( 82
1-~11 12~2 3~12
GPC
Staphylococcus sp. 1(1.6) 1(4.5) 101.7)
S. anrews. 0 0 0
S. epidermidis. 1 1 1
Streplococeus sp. 0 0 58.5)
S. faecalis 0 0 5
S. haemoliticus (1] 0 0
a-Streptococcus 0 0 0
B-Streptococcus 0 0 0
other 0 0 0
Total 1(1.6) 1(4.5) 6110.2)
GNR
E. coli 4(6.5) 4(18.2) 10(16.4)
Klebstella sp. 11(17.7) 1(4.5) 8(13.5)
K. pneumoniae 10 1 7
K. oxytoca 1 0 0
K. ozaenae 0 0 1
Enterobacter sp. 8(12.9) 0(4.1) 12(20.3)
E. aeragenes 0 0 6
E. cloacae 4 0 6
E. agglomerans 4 0 0
Proteus sp. 4(6.5) 0 1
P. vulgaris 1 0 0
P. morganii 1 0 1
P. retigeri 2 0 0
Serratia sp. 16(25.8) 7(31) 4(6.8)
S. marcescens 15 7 4
S. liguefaciens 1 0 0
Pseudomonas sp. 13(20.1) 5(22.6) 11(18.6)
P. aeruginosa 12 4 11
Citrobacter freundii 2 0 1
Acinetobacter sp. 1 0 I 0
Other GNR 2 3(13.6) 6(10.2)
Total © 61(98.4) 21(95.5) 53(89.8)
Anaerobic GNR 0 0 0
GPC 0 0 0
All total 62 22 59

ORGANISMS DETECTED IN OJIYA HOSPITAL (1981~1982)
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Table 3 Antibacterial activity (MICao) 10°Cells ‘ml of clinical/isolates of bacteria

references 8)~16)

o
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P.rettgeri

> o
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> O

P.aeruginosa

C.freundii

Oer o e

Acinetobactcr

[
O

B.fragilis

> e

O CMZ, @ CTN, a LMOX, A CPZ.

monas sp. 18.6%, E.coli 16.49, Klebsiella sp.
13.5%, other GNR 10.29%, Serratia sp. 6.8% <%
272 GNR @ ¥4k, Serratia sp. o §i it 25.8%
2, %I 6.8% ~ERA LIz Ltk o1, Klebsiella
sp. (XA L1ch:, E.coli, Enterobacter sp. |1#itn L
Too BIIIc»> T, GNR FTO ML BERY T L
o

DMEOERE L ERTNENOBGEY Bk 3+ 5 +-
%, FERS BB 10%cells/ml (= % 3~ 5 MIC % & L
(Table 3)8~19, % f-, T DHE spectrum % PP 7
77, Fig.1, 21z overlap x+7: (Fig. 3, 4)%, HiiA
DR, BHF28BE - Cefmetazole (CMZ), Cefo-
tiam (CTM) %, ##iD B /> % & 1= Latamoxef

(LMOX), 8 i 7> # @iz Celoperazone (CPZ) %
overlap X47:,

Wi gEE T2, 1 LMOX R ZHOEY
Staphylococcus sp. 1 L < M LT\ 1z LMOX iZE
ZMEDH\ E.coli, Klebsiellasp. i2dgDp L7\ > HH
spectrum 0 Proteus sp., Citrobacter sp. |35 #Eh
fehs » 22h%, Enterobacter sp. (2 #§im L T\ 7, Pseudo-
monas sp. (IR ETH» 1,

—7%, R mE T, LMOX it wxit0db
Serratia sp. H\JY L1z, CPZ, LMOX (- &Z{#0O&R"
Klebsiella sp., Proteus sp., Citrobacter sp. (@Y LE
M5, E.coli, Enterobacter sp. 3#§nL T\ ico other
GNR o#ini &5 h, HEELRY S hribelo
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Fig.1 Organisms detected in pus
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Fig.2 Organisms detected in pus
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Fig.3 Overlapped the antibiotics spectrum on the organisms in pus
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Modified the figure of Ueda & Matsumoto. (ref.: 5)
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Fig.4 Overlapped the antibiotics spectrum on the organisms in pus
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Modified the figure of Ueda & Matsumoto ‘ref. 5)

Enterobacter sp. =2\ Tk, [Bi-eb, At E LML
Tk H, RARRIEX MR BEbEic,
III. * »

WERR M, 1980 EROHETTIZ, GPC
13.4~32.7%, GNR59.0~78.2% TH 5, UBziciiT
5 A BRI OGS BEE OKRY T, BTA (1981, 1~
11) = GPC 21.3%, GNR 66.0% L, fiifizk s Rk’
HWFER R LIco —7F7, cephem i 3 R OMIKME
AXhi-#% (1982, 3~12) i3, GPC 40.3%, GNR
47.4% & GPC o E»E L %<, GNR o
{ETF Lo *t:, Candida © 3L HR6 T\ B,
cephem RF IO KB I-THEMRAM® 2 h i
GNR i 6 GPC ~0@#cf, Candida @3 fih 4824}
HEREORPIESHEORBEOFILEARDL DL »
T\ 5,

— 7, B omEE x, 1980 £ GPC 13.3~
16.3%, GNR 71.7~78.4% DHEBPONL bR D, 4
Bz o By EEEO B T, #TH (1981, 1~11)
GPC 1.6%, GNR 98.4%, %8 (1982, 3~12) |2,
GPC 10%, GNR 89.8% Th 1o MBI OME I
~, GNR OHWENEHRETH » oo MR T1X, Kleb-
siella sp., E.coli, Pseudomonas sp. X/’ GNR &
SEETHD, LoL, UBETIXFIHAC Serratia sp.
PEWHET E.coli MEWHETHMEI L, ®%ilici
% &, Enterobacter sp. i\ HETHMIhi, =D
fEH R B ORI DT, FRROMEERSFRA,
MR OSBRI L DRROBRELNBBI TV
IsreBbhs, hh GNR ATos#cEARYE

-
—

+, —ooRAEBbh b,
cephem %M 3 HHRAEMOMA XY, RREOE
{ELACHEERENFH LY, FROTICIVBEIATL
Bo EED L S.faecalis FZREE X 5 BHAC, XK
X hEASEI RV EV 5 normal flora OYEE, ¥
Setp VW EE% LTco cephem R4 3 AMOEAL
DOMF L LT, {E prothrombin fifE, disulfirum fEf
e & OBIER, B &\ 5TIEL H Y cephem XH3
HROBEIR, K T2 THELEEbhD, KiiC
HERP T OH—RIRIZTRE TR EBbhd,
IEFHT, BT, cephem R 3 RO
%, 1. opportunistic infection, 2. compromised host
DEERLGHRNE, 3. MBHRFEHR, 4. B.froglis
Yu, 5. Pseudomonas % ts WHEER L LT\W%
cephem R 3 HRPIER OB KL L TXERMEE
bhb, —%, BPEHT 5 HAEEOHEARRICHL
Tit, HTF5YD homeostasis ¥ { X /g~ X 5k pe-
aceful coexistance DL IZE S\ 1oEROLETHS
5 o
IV. & R

cephem %38 3 HHRFUER O BLIRE QA B FHED

BRSENRECOWTRA L, LUTFOKREHT

1. GNR # 5 GPC ~0@%{ (F) s
%o
2. Candida X0 gk 2 5 <, EELR

(E) "R hOoOH%,
3. GNR fhT, HMAELR () ¥R L27b
3 (i, BEHHHBEET),
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LM 66 : 361~364, 1978
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3 XTR: BREOER, MFKEY 38: 1685~
1687, 1983
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~1719, 1983
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BilE 42 : 502~506, 1984
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7 EH ¥: EREOEHR. HERREK 42: 509~
516, 1984
8) NTEH: 74 RAEHWR L $L LLT
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R, fli: Coefmenoxime #7I5i® cepharos-
porin @ in vitro % X ¢ in vivo LM FICD
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AN INFECTION CHANGE IN THE SURGICAL FIELD
AFTER THE PRODUCTION OF THE THIRD GENERATION CEPHAROSPORINS

Susumu Owapa, Torcuiro Tanicucht and Tapaniro Yoxomori
The Department of Surgery, Ojiya General Hospital, Ojiys, Japan.

With the appearance of new antibiotics, the types of infection have been altered, and so do the
organisms. What types of alteration was made by the production of the third generation cepharo-
sporins 7. The postoperative infection was studied, especially after the production of the third gen.

eration cepharosporins.

The results were as follows ;
1. The alteration from GNR to GPC was induced and the superinfection of GPC represented.

2. The superinfection of candidasis was induced.
3. The complicated alteration of microbacterial population in GNR was induced, especially in the

bile.



