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disc method (8-F v 7, 7744 —$¥K) T
PR A

3. HEEEKRE (WEW] o MIC W

ER1.THR-RELL [MEW] »o, -7
< — VRGO X Lo #I A OB\ Staphylococcus
aureus 38 Bk, coagulase - negative staphylococci
(CNS) 10 £k, Haemophilus influcnzac 10 ¥,
Haemophilus  parainfluenzae 10 ¥k, Branhamella
10 ¥k, Klebsiella pneumoniae 10 ¥,
Acinetobacter calcoaceticus 10 ¥k % Xf 2, ampicil-
lin (ABPC), sultamicillin (SBTPC),
(CEX), cefaclor (CCL) @ minimum inhibitory
concentration (MIC) %, X¥ SR/ REHILRE
(MIC) HIEHEAEE IV, 10° cfu/m] MO EXK
PR FE R THIE L 72,

%8, H influenzae O [EEE] L L TREENT:
B-T7 79— VEAKIITH, FRHEERBHL L
TRHEN:255PD 3N B- 77—V ESK
PotedT, TNSHDIBENMATE 108 % MIC
BIECHRAL 72,
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Table 1 12 200 1@ o il S /- HEERKE L,
#H DMK R & N ERIIC BB, g-5
29— LI HERNRE SN HETHS (#
sV TH LM ER), EEAE R
Streptococcus pyogenes 't ¥ 0 B-streptococci 5
LWEMN9.5%EMOML, ROTS. aureus 23.5
% . H. influenzae 12.5 %, Streptococcus pneumoniae
4.5%DWE > 1,

“ROREERRMMIBIERIC 05, B-775%
—CEL (WM RE A1 8& 1k, S pyogenes
WHIER b & 12 84.6 %, Streptococcus anginosus £
HER82.4 %% Y, BEXOKEELBRLFERA»S
i3, LT HU0%DB-7 78 7 —EEEREE)
DR E N,

nE, HEREKEE L H influenzae D 25 %
3Bk, S aureus D AT /D 41 ¥%kiL -7 7 5 7 —YE
L7 I AN

2. WMERKEELINB-7 79— VEERER
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Table 2 i3Sk s HE RS 4 B, REWIC B R DETE
KBRS ERIcBI B -7 785 v—YEE

Table 1. Suspected causative organisms and ratio of isolated f-lactamase—producing indigenous bacteria (total 200

cases)
Suspected causative organisms*' Ratio of isolated ﬁ-lactama.se
producing indigenous bacteria®’
Organism Isolated cases (A) % of total Isolated cases ‘B’ [ Ratio (B/A)
S. pyogenes 78 39.0 (%) 66 84.6 (%)
S. agalactiae 13 6.5 10 76.9
Group C-G gB-streptococci 11 5.5 — 9 81.8
S. anginosus 17 8.5 14 82.4
S. pneumoniae 9 4.5 7 77.8
H. influenzae 25 12.5 18 72.0
S. aureus 47 23.5 24 51.0
Total of cases 200 100 148 74.0

*' Direct pathogenicity
*2 Indirect pathogenicity
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Table 3. 8 lactamase production of major species
o o ;\cidime!ry

Result of I’L‘(}h_y—dmlysis + 4+ + 4 + -
Result of CEZ ;y_dmlysis . + ++ i+ + o+ + +4
S. aurcus n=238 29 5 ) 4
CNS*! - n=10 } 1 o ’5 1
H. influenzae n=10 2 i) 1 2 |

‘71 paminﬂwn;ru' n=10 1 4 4 nl
B. catarrhalis** n=10 2 4 2 2
K. pneumoniae n=10 3 R MV_’/A V o
A. calcoaceticus n=10 . o 1 _ V 4 1 ]
+ + + high + + moderate + low — no production B

' Coagulase-negative staphylococci
*? Moraxella subgenus Branhamella catarrhalis
PCG, benzylpenicillin; CEZ, cefazolin.

[HEH]| O, BT L OBBEALLL L LDOTHS,
INTHAB L, S aureus, B. catarrhalis, H. para-
influenzae, CNS D -7 7 9 v~ — Y ELEEKD, VT
NOMERRERLESNICHHL TREL T,

3. ¥RBEOB- I~ —YEENY

Table3 i3 MICHIZBIcHERA L FER B-F7 785 v —
YESX [EEB] OL-7 79~ - Y ELEH %,
Acidimetry disc method ® PCG, CEZ D& & HBi
EORIGAELEDILDTHE, ThTHBE, S
aureus, CNS, K. pneumoniae 13 PCG O & % 5383
e % L, A. calcoaceticus 13 CEZ O & % S+
Y73 E 2T AN

—%#, H. influenzae, H. parainfluenzae, %L T
B. catarrhalis & PCG * BE WL, i TCEZ
FHRE» SEEICHET IS VWERLED SN
720

4. FuB-775~v—YEEKRIHT 2 4 EHXROD
MIC 5347

Table4 \3F% -7 79 ~—YESLE [HEFH] oxt
3%, ABPC, SBTPC, CEX, CCL @ MIC-Range,
50 % MIC (MICs,), 80 % MIC (MICy,), 90 % MIC
(MIC,,) TH 3,

INTHZE, WTFhOBEMICH L TY sulbactam
DB-775~v—YCIHEMELFKE SN L SBTPC D
MIC »3, ABPC # ¥ o> MIC = B > T v» 7z, CEX,
CCL D MIC i3 Table4 ic/m L 728D Th % 5, H
parainfluenzae \2xt 3 % CEX o MIC 2 CCL iz H#%

L T® £, B. catarrhalis iz ¥t + 5 CCL ® MIC it
CEX &L THWHERBZED s,
. = 3

1969 &2 Maddocks & 38288 L 7 “indirect path-
ogenicity” OBZ 12, BEPICFEINI2BEBRDS T
LEEMEEOELE T L -7 7 5 v — ¥ ABPC %M
KNS B, CORH influenzae s ¥ iZ XT3
ABPC OHEESBEBETL L REAE TSI LiCL
D, MENKEELRES 2L L T30, Mad
docks ©» ORI I B 5 xt R Y & & I3, Enter
obacteriaceae & Pseudomonas aeruginosa T & -
72 %L T Burns #3 1974 fEic & L - i REE L
Maddocks & £ [@#TH 22, L L, 1980 Fic ik
Ellis S\EE P DRERE 12V T2, LRBED f-stre-
ptococci & B fif i B B K. pneumoniae, Sto-
phylococcus spp. DELE T B B-7 75 < —€EXRY
EFTniy,

1980 FRO%EF¥ I B L, [EFROBREICB
ZHEBELANRCLI-BESLOND, 1936 F
W81} %5 Brook D% ixhix, WEK, RHKL 1t
BUYTHRCBI 2 BABLEERAIEETS6-7
7w —EENMNRIIL TS, £ TRYESFTY
5B-77 97— YEEEHERIZS. aureus, K. pne
umoniae, P. aeruginosa, H. parainfluenzae, B.
catarrhalis, & &1 Bacteroides frgilis group, Bacter-
oides melaninogenicus group, Bacteroides oralis 2 ¥
TH 5% %L T Brook iz “direct and indirect path-
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Table 4. MIC distribution of four antibiotics against #-lactamase producing strains
No. of MICs (ug/ml)
Organism . Drug
strains Range 50% 80% 90%
ABPC 1.56~ 100 12.5 50 100
SBTPC 0.2 ~ 25 1.56 6.25 12.5
S. aureus 38
CEX 1.56~>100 3.13 12.5 >100
CCL 0.78~>100 3.13 12.5 100
ABPC 0.78~ 100 3.13 12.5 100
SBTPC 0.1 ~ 12.5 3.13 6.25 12.5
CNS*! 10
CEX 1.6~ 25 3.13 12.5 25
CCL 1.6~ 25 3.13 12.5 25
ABPC 3.13~>100 25 100 100
SBTPC 0.39~ 1.56 0.78 1.56 1.56
H. influenzae 10
CEX 12.5 ~>100 25 50 100
CCL 1.56~ 100 6.25 25 50
ABPC 3.13~>100 100 >100 >100
SBTPC 1.56~ 6.25 1.56 1.56 3.13
H. parainfluenzae 10
CEX 12.5 ~>100 100 >100 >100
CCL 3.13~>100 25 100 >100
ABPC 3.13~>100 12.5 25 50
SBTPC 0.05~ 0.39 0.2 0.2 0.2
B. catarrhalis*? 10
CEX 3.13~ 25 6.25 12.5 25
CCL 3.13~ 100 6.25 25 50
ABPC 25  ~>100 100 >100 >100
SBTPC 3.13~ 12,5 3.13 12.5 12.5
K. pneumoniae 10
CEX 6.25~ 12.5 6.25 12.5 12.5
CCL 1.56~ 6.25 1.56 3.13 3.13
ABPC 3.13~>100 50 100 >100
SBTPC 1.56~ 6.25 3.13 3.13 6.25
A. calcoaceticus 10
CEX 12.5 ~>100 >100 >100 >100
CCL 12.5 ~>100 >100 >100 >100

*! Coagulase—negative staphylococci

*2 Moraxella subgenus Branhamella catarrhalis

ABPC, ampicillin; SBTPC, sultamicillin; CEX, cephalexin; CCL, cefaclor.
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ogenicity” Ot & ® 8B L T, B. catarrhalis i
“direct” & “indirect” OWH DR E2FFD LT
5,

—HERCBVTR, TESOBRADL-7775
~—YiEE BT 2D, FES OB KEREE
BT BIEEEERY, RS O B. catarrhalis DIFEH|
BT 28HRE?, 2L TWIo/NRERRICL
ARV UYRERBRREICHEFEL T H influ-
enzae O -7 7 ¥ < —¥EERIZ & 3 BB AFEY
LW BWT “indirect pathogenicity” ORBRETHRE P
BEERRTW2E Y, [EROLVWSFICEIT 5 BH
fE2 X Iz L7 “indirect pathogenicity” 1ZBHd 28
g xd e,

B21Z, [RERESTFCBILRBLEEDS L 2¥en-
dogenous infection TH 2 Z L5, BYIEDRKILIC
i3 Brook M#IE L 7z “direct and indirect path-
ogenicity” DBISBEWERTHY 33 EZ, [l
FOEABF BT 2 HELKE (direct path-
ogenicity) & -7 7 ~— ¥ RELET S [HEH)
(indirect pathogenicity) OB % B L 72,

SEOREEE, Thbb EREREIEICBITS B
-9~ —YEEHERE, S aureus, B. catarr-
halis, H. parainfluenzae DE|E&H3E {, Brook O
EEXFFT IR o7, LrL, BR OBETHRMET
X, K. pneumoniae, P. aeruginosa O & I HBH
B, RbDIKCNSDEELH VW, TSI A. cal
coaceticus, Enterobacter spp. 2 ¥ b BH & 1 120
B2Z, SEHOBNICEL TRESEEZBRAL
»3, Brook O¥&2H B B. melaninogenicus group,
B. oralis % ¥ i3 EREBEOBBSHEEHZDT, 2hbd
PEHLERBHOBED LKRBICIE, -775~
—CREETS [BEH] BEELTWEILBEL
5h5,

L Z A TSEOBEHIC BT “direct”, “indirect”
DOEHFCBEIE U T-EEX S. aureus, H. influenzae T
» 2, B. catarrhalis 1% “direct” ¥ UCH|ETE 3
BRI 1Pb 2ol TNIIRFTHREAMICRE-
T EHERBIANE L TR 5w, EXRERYE
fEWZ B 3 B. catarrhalis 1%, “indirect” D RJEEM: DS
B ENRBEING, E5IKS. aureus B W T
13, “direct” & ¥[%E L 7z D i% 200 fE #l o D 47 £E B
(23.5%) TH3H, T EEKD “indirect” B
EFMNHEHOONDZ I S, ERERPEICBIT S
S. aureus 13 “direct and indirect” TH3 Z &, H.
influenzae 13 “direct” OF[REENE W I EBRB I h
720

nB, SEAORNCBILEEEDL-7 75~ —
VEEKZ, FEME L OLEICB» TIHENNICE
BRVLVEELNRE L, 05 13 EXERYAE
BV TR SRR SIS 2L, &5 HER
B BB FRBH L Lick B8, 2oLk (4
BLED -7 75 ~—YEAEERE]HER L
BOTEDL I CEET ILIIDVTRE, SEROKEN
FEEEZ NI,

LRz &6, ERGERYPIE 2RI L IHE
ME O 5.1x, “direct and indirect” ZZEL &
RyzzeBkYIThs L, BERICIZL-77%
YN TIREDERESERLRD S>3, Ll
ZOFECBOTI, LGB S, aureus H3EVE
ETEHELTBY, ThoDS. aureus D% < 55 -
T~ —¥YEEKRTHD I ECBLEFIE %25
v, RS, BANL Ty % methicillin-resistant
Staphylococcus aureus (MRSA) i3, FHHIC k> TE
4 X 117z penicillin-binding protein 2° (PBP-2") 23
# % 7 % »%, penicillinase (PCase) 73 X 3 K iZ
PBP-2 DFERBCLBELIhTWVWE I LY, 6K
PBP-2" % a2 — F ¥ %&f5F mecA 3 KES5 DEEK S
BEERDMEBE L TH DY, mecA 2£F T 5 S. aureus
D PBP-2 i3, % D7z rREF L > TEBHIK
FHUXNDI»OTHDY, TheDZ s EFRER
Y Ic 3 B E—RBIRANE, -7 78 v—H W&
ERIZF TR L, S aureus ® PBP-2" OFEHHE
WEAI R BRI RELEZI OIS,

UEwcky, EREBRECSOTIEL-775~
—YREETD [HERE] 1, KESOESICENT
“indirect pathogenicity” R+ 3HFIC%ZD > 3
AREMED R SNz, I & D ERGERRECH T
b i3 “direct and indirect pathogenicity”
OESHEETH 5 L OffmE B,

ZBRETRRAR D —E 1358 37 BIH R LEREFSEH
AXERE, SREEF —, HE (B39 EBEERR
ERHAMARES L OEH%ER) THRRLI,
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BETA-LACTAMASE PRODUCTION BY INDIGENOUS BACTERIA
IN THE RESPIRATORY TRACT

(1. UPPER RESPIRATORY TRACT)

Koichi Deguchi”, Nozomi Yokota!’, Masami Koguchi”, Yutaka Nakane?,
Yumiko Suzuki?, Shigemi Fukayama®, Rika Ishihara? and Seiji Oda?

" Research Section, Tokyo Clicical Research Center, 14-4 Senjunakamachi Adachi-ku,
Tokyo 120, Japan

? Clinical Laboratory, Second Department, Tokyo Clinical Research Center (Depart-

ment of Microbiology)

The causative organisms in upper respiratory tract infections are B-lactamase non-producing
strains such as Streptococcus spp., while g-lactamase-producing strains were frequently isolated as so
-called aerobic “indigenous bacteria” from throat swabs of 200 patients with upper respiratory tract
infections caused by a single organism.

1. The suspected causative organisms were mainly g-streptococci (59.5 %), Haemophilus
influenzae (12.5 %), Streptococcus pneumoniae (4.5 %) . However, B-lactamase-producing strains
were detected in 72.0—84.6 % of the indigenous bacteria isolated from the throat swabs of patients
with infection by a single causative organism.

2. The B-lactamase-producing strains of the indigenous bacteria colonized with suspected
causative organisms were mainly Staphylococcus aureus, coagulase-negative staphylococci, Bran-
hamella catarrhalis and Haemophilus parainfluenzae .

3. We suggest that the g-lactamase produced by indigenous strains may be one of the factors of
“indirect pathogenicity” in upper respiratory tract infections.



