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S. aureus (23X A EEIMLHE DWW T Vitkova 1,
E. faecalis ®— DA S. aureus @ B-hemolysin 2
X 2EHMmEHELEYEHRELTWDY, AR Tl
#7212 IS 2% §-hemolysin DAL % FLE S 2 Z & 25
Sirk otz (R3)e T ZofEHi, S aureus
ATCC 25923 @ B #l1filA% §-hemolysin 12 & » T2 & T
Wb ZEmRET S, L L, HiZ §-hemolysin % ¥
HBELTWBIZE» b 56T, S aureus ATCC 25923
& d-hemolysin HAEEAEMKTIE, IS 12X 2 AMBLE
ZEHFRO BNz 4FIC S-hemolysin A LR T,
S. aureus ATCC 25923 (B 1) 12X, iR E % 72
OLFETICHEMZEL, SSICEFNIAHETH 72
(K3)o UH), ZOX) LHEAAGERIIOVWTIEA
BICTdH - 7245, S-hemolysin ld& Y ViR L 0 3,
v, vHF, v MRIMERIZ U CHE MG As &
V) HEZ AT, MR E RIS T < L S KA
W2, ZO8EE, §-hemolysin HLAHFE 2L Rk o 7 1L
BUTIER L, 3512 24 KRR #2120 IS oA I B
WHERIZED SNz (K4), /2, 22 z2ey Ul
WIERREHTH > TH, B-hemolysin T MG % 4
X5 &, Shemolysin BAMPEAMRIZIREAE W2 ) 7
HEMERERE L, 2 TR HN LIS OEImHE

0 —hemolysinHiAM e A fk ] B —hemolysinHLAM A=Kk

v A

24 h

48 h

5. PB-hemolysin FF4E T2 B1F % i fH 5 05R
& LT, ISNo. 1 O#GREZIRT . 24 RERIRF R IITE M LS 2SR ISR b 7z,

50  HAERRBAWSAHERS Vol 28 No.3 2018



S. aureus V29 % E. faecalis DL E 223

sl

ik
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Hemolysis inhibition of Enterococcus faecalis against Staphylococcus aureus

Atsushi Kasai, Shiryu Takemura
Department of Clinical Laboratory, National Hospital Organization Sendai Nishitaga Hospital

Clinical isolates of Enterococcus faecalis that were used as a negative control in a CAMP test inhibited B-
hemolysis by Staphylococcus aureus ATCC 25923. S. aureus produces o, -, ¥, and 8-hemolysin. f-hemolysin does
not cause B-hemolysis at 37°C and y-hemolysin is inhibited by agar, so f-hemolysis by S. aureus ATCC 25923 is
presumably caused by o- or 8-hemolysin. Based on the results of phenotypic discrimination, a strain of S. aureus
producing o-hemolysin alone and a strain producing 8-hemolysin alone were collected, and a hemolysis inhibition
test was conducted with 8 strains of E. faecalis that inhibit B-hemolysis by S. aureus ATCC 25923. Results indi-
cated that all 8 strains inhibited hemolysis by 8-hemolysin. Some E. faecalis strains produce enterocin, which has
antimicrobial action. A look at the enterocin activity of the 8 E. faecalis strains revealed that they had no antimi-
crobial action against the S. aureus strain producing 8-hemolysin alone. Therefore, this study has indicated that
the mechanism by which E. faecalis inhibits hemolysis does not involve a quantitative decrease in d-hemolysin
due to antimicrobial action.
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