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#m3CREE | Ethanolamine utilization supports Clostridium perfringens growth in infected tissues
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Ethanolamine (EA) AT B AAE RS T 1, AL fRE @%ﬁﬂ%&@ﬂ%wf&%* WIHFTET 5, M
HOPIIZEAZ RRIFERLERRE LTRHIAT 200850, Z OEAREHL, eur (ethanolamine
utilization) operon%& itk 3 2 —HOBBFEIC L o THIE E T3, ITE, Salmonella oG4S Hi itk
KRIBE IV TEADFIAIRE & iIRME & OBIE R STV, Clostridium perfringensid i 2 R
BAPEFEOCRINE TH B MR, eut operonZ DR & Bl R WRENEET B 2 &M F ) ARIFH LS
Mo TS, AIFFE T, C perfringensHEFER L OYREMIZRB T AEARIH S AT AO BRIz
WTHRE L,
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1. C. perfringens ENI3BRE 8K & LT, m—frame deletion#&1Z & ¥ EA ammnonia-lyase (EAL) # =2— K

T DeutdBCE R I LI BEREHY1701 & euriBR-FREO R ZHIHT 2 Z kil 25 A Eo—
K3 BeutVWih Rk Ul BERBAY1702% /R L,

2. HNI3#&, HY1701#k, HY17024%3 X UHN13038k (AvirRS)Z TYIEH, TY-1%gluicose (G1) ¥3ith,
TY-1%EA (EAl) 3513 S OTY-GUEALSSHNCHERE U, SHERIREIE 8 O ODeoo % MIE L CHAFTEME & L
w LT,

3. TY-BAlSEHNC, EALFEEHITH Shydroxocobalamin (OHCbI) # #AEE1I0 uM, 50 uM, 10 pMFE -
bE200 pMic 2 B X S EML, HNlSJ}”fk HY1701#, ATCC13124%#k3 L USSMI101BROBE%E M % b
L7,

4, BRPEHREOIME FIC perfringensiZ DWW T, eutB, cpe (C. perfringens enterotoxin), ple
(phospholipase C) 35 & U'pfod (perfringolysin O) & BEFHRA OFBEPCRIEIZ L » A~

5. HNI3BE, HY17018k, HY17028k35 & CHNI303BR 2 TYH5H8, TY-Gli5HL, TY-EAIEE#IS L
TY-GUEAISEHE C2RERIEE U, RNAZEERL, ewBREFORELqPCRIBIZX D LB LT,

6. HN13#%kE S UHYI7T014EZER/EBES L Ty U ARBRICERA L, 4MHE0OHERR o]
Pl U7e, F72, HNI3EE, HY17018E % -2 BEMic M Lo~ o A OMER 2 185 o 2524
REEECHREL, Aa7 Y rFiclviEMmLs,

€523

1. HeHh~ODglucose & EATRINIE & b I AN13BE ORI 2 (B L 7e, HY 17018k CidgtucoseDFMIZ L Y
HNI138k & RSB S L7228, EATRINC K 2 HMEIRESREIZ D bhidhok, Fio,
EA & glucoseZ RIFFIZ I L 72356, HY 17018k EHY 17024 TliglucoseD & & HvN L 254 & A%
OIETARERN R H DTS, 1-11\1131% & HY 13038k Tl glucose EEANERMN D B A 12 Bk L CHmErE
PET L7,

2. TY-BALKGHLA~OOHCHITRIMZ X ¥, eut-positive C. perfringens (HN134k, ATCC131248) TIZHNL
7= OHCb1®D FRANGR R TFAEICEAN & 2 MR ES R A SN 7/e DS, eurnegative C. perfringens
(HY1701#, SMI101EE) {22V TIXOHCOIES M E - B b T E2RBb R o 1,




13. ewtBR{GTIE, HFABHEBRHRILS LT T R X Rifcpe (C. perfringens enterotoxin) R MRabk$ =T
THRH SN, ReaidticpefR AR TIITRTOBRTRBENR2 -1,

4. EAOFEMZ LY, ewrBOFIITHNIIEL. BN13038K TITE L7228, HY 17028k CITEAFETSINES Hh &
RS Th o7, TYEH TEEE U -HN13038E TDeuBRKHEIL, FHEH COHNIIBROFRE & hls LT
AEICEER R Lz, glucose® TRIN$ 5 L HNI3FE, HY17028F TDewBOREBITYIEH TORIRIC
BB U CIET LA, HNIBO3BECIHME TR FTHNI3#R E R Ch o,

5. HNI3RRk 28 L7o~ o A XHY 701k~ 7 A ic kel U CEEMBER 27K L, HNI3ER E
HY 17018k %2 S EER U /o~ U X O % O AT T, BN ESICHEIE L=,

[Z% - &% '
AFFIETIE, C. perfringensDeuts 27 L3, invitrods K invivo CORE DML T L &R

L7, C. perfringensh U CEAZBEAMICFIATE 2 2 810k 0, BESHKRERICES LT

B EMBTRIN, b, REOREERTFO/ 0— I bFa b —F —CTHBVIRSH, Fia—

AR LIUEAFHRBWCS UC, entBEFRHOBRICPEE L WA EEL bR, S bOMRIL, eu

3R T BWC, perfringenstiZ & W IR SN BN REHR X CERMERR OBRFIZEN L 2 B EEER DD,

EALIRZERITH S0HCHRFDEHED L R VBRI L2 TFTHOTH B,
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