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Involvement of Dpr, Sod and AhpCF in resistance to
hydrogen peroxide /prod.'uced by Stfeptococcus Sanguinis,
and PerR association with their factors in Strepztococcus mutans
@eptococcus sanguinis DPELT DI1EBERIVIKIRITXTT B Streptococcus mutans
BRfb X b U RAMMERE FDpr. Sod. AhpCF® B & O\t K 7~ DPerR %

A L 7= Streptococcus mutans D EZ%/{ LA b U AR O fEAT

-
"B B

[k X U0V E RY]

Streptococcus mutans D¥k % IRREHBTEIET 5 OFENICET 3 EEBAE DM & 5??4,‘??‘\75) b
S.mutans Rk, AREEERE THY 77— PICEBAEICFRD b b, Streptococcus sanguinis DFE
ETDNITIFLTHDBBIKRICER Lz, AFL T, S mutans DS, sanguinis DEA
IO BERL KRR OMA LTV, OENEBICBIT S, S mutans DEER F L X[tk
WHEOERZHAMICTAZ 2 EMNE TS,

[A1khEs L O k]
1. Streptococcus sanguinis X OBV FRIZKTT 5 Streptococcus mutans DEE{LR kL R (iR F

REHE AT MERREE ‘

S. mutans 1, AhpCF (EELAKFEZ M UEELKICHMETSD) | Dpr GBER{LAEN S &b
AERE XU I ONN~DEBEMRETS) | SOD (FERA—_—FFL K7 =459
AN G R UBBLKRAERT 2) REOBEA N LV ATERF 2 b o2 LB 2 E Clols
ENTVWE, TZTINODOMMEEFOKEFEZERL, S sanguinis & ORI KR *ET 5 8%
ZAE% . competition assay |2 THRFE L7z, HikiZ, 9. S sanguinis K UBELKIR0.35, 0.5%)
% 50% TSB ZEREGHI EIZ 10ul T8 T4, S sanguinis 13 37°C T—Wukedsis . @ AZE1T 30
SEIZ, PLHMEEHC BT, Imm BER R A > M, S mutans UALS9 BAERE, RUBMER b
U RAMERFREREFE T L. S HIC—BuEEE L, B EE ORIEEIT- 77,

2. Streptococcus mutans UA1S9EF AR K OBR(L A b L RTHMERF RIEBRRIZIIT 2 18BRLKEICS
THEFROERLRIE

S. mutans UA1SOBFAERR, ROBR(LA b L RAMMERFRIBYEZE . B AFE(0.04%)E A TSBIZ
WM LTk, 37°C T304 MI5%CO2 T CTHEE LATREE, S0%TSBIEREEHIZplating L, A X CTX 7=
0 =—HOHBREE 21T - 72, \ _




3. Streptococcus mutans DERILA + LU ATHMERF DOHIFHE 2 B = X A OfEHT
3-1 S mutans UA159 BFAERRIZE1T 5, BLR b U R ISEINHIETF perR OZREIRRAE
BEER L 0, PerR IZMMERBICRB WV TEEA b L XTMEREF D repressor & L THIHALTHD ,
77 LGMHE. 77 AEEEICBWTEER M UAMMEICBSTARETF & LT, HFREI’MTPIT
ETc, T T, S mutans UA159 BFAERRICE 1T B perR RE#KZ PN perR D2 7Y A v Mk /ERL
U. S sanguinis BSEEAE T 5 BB ARICHT BIZ M % | competition assay {Z CHREAEZIT > 72,
Flo. Bb¥ TS mutans UA159 B4R, perR KHBER. perR D=7 ) X v MEIZRIT 51881k
KRBT 2 EFEOERRIEEZIT > 7,
3-2 8. mutans UA159 BFAERRICRIT D, BR{LR b U ATHERF & perR DABEEBEFRERAE
PerR 13, B&{L A F VATHEICREE T2 EERRFTH DI &2 b, PeR LE{LR b VAR
FTh%. Dpr. Sod, AhpC DHIEHMEDHNT 21T > 7z, BAMRFMEYE LT, S mutans UAIS9
BFAERR, perR RIBEK. perR D=2 7Y A v MEEREIL%E . 37°C, 5%C0O2 T T exponentially phases
FOHEL, BEIE, BEA b L ATEERT ORE T REE L E &N PCR I THE, RIEZFT

~7-
“I—o

4. Streptococcus mutans UA159 EFAERK K R perR RIBHE & Streptococcus sanguinis 3£ 55220 D HEHERE
DFEMT & B A b L ATHER T O FHAFHT '
4-1 Streptococcus sanguinis. Streptococcus mutans F£E5ZRF DR R BNRE D EAT
S. sanguinis & S. mutansUA159%F 41K & UperRR 1BHK % I E38 U 72 BRODO2EFEE] TDS. mutans
DEDLEIE DT Z21T o7, BENRFEE UTIX, S sanguinis &S, mutans UA159 B4k
R OperR Rtk Z —EDEIE TR L, ZTH%E50%TSAT L— MMIspotL. 37°C T8EFRI5%CO2
TTERYT S, £0OH%., L—hEoao=—%»& L) PBSIZE L. #HIRE. 50%TSA
T'L— MRS, mutans FEBINEEHIZplating U, HEFEENRE D HLEE, MIEEIT- 77,
4-2. Streptococcus sanguinis, Streptococcus mutans FEFERFOBR{LA b L R it R Fdpr DR B RAT
S. sanguinis & DILIERIFOEZEU L, BLR b L ATHERFARETH DdprDBIFREE
Z EEMPCRIZ THEB:, RIEEZTT o7,

[#% 2]
competition assay M UNEBRILKRICHTDEFEOFEEMRIEL Y, BERLAKFE~DRZMIZ
X, dpr. sod DEAEPRENTz, FTo, MEREICIBVTEER b L XMERF D repressor & LT
HBNB PerR L DBRIMRIAEL Y, PerR 4% dpr DFRBMHNICHL HE LTV BREESB LR,
KEROOENZBE L7 S. sanguinis & OIEERRIE TIX. S sanguinis & DV OIRAHRIC
BWTH, S mutans UA159 BFAKR IV b perR REMROAFRIIEL . T OO dor DB

£ perR RBERIZBW THEICHEML TV /-,

[k OB £]

S. mutansiddpr. sod. ahpCD3IDDE(LA N VAMMERFZ2FTAE L. 2D 5 bdprdS TR F o
FETHD, dpr IX1EEE{LKFE D> HFenton pathwaylZ L 0 BEMELA RL A ThiBE Fax
NWTPANVBEESND Z 2T 2RFCTH D, MERICBVTELA M L ATERFO
repressor C& D PerRi%. S. mutans\ZBWCZ DdprD B ZIHI+ 5, KFRIZK Y. dorDHE
il 2 FHE T DPerR & M L7 BRIL R b L ATHIEMRE 2B & 2Nc 2 o 7z,
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Involvement of Dpr, Sod and AhpCF in resistance to hydrogen peroxide produced by
Streptococcus sanguinis, and PerR association with their factors in S treptococcus mutans
(Streptococcus sanguinis DFEALT 5 @BVKFRIZH T B Streptococcus mutans
B2 b L AMMEEF Dpr. Sod. AhpCF DB 535 X Ot F~0
PerR % f" L7z Streptococcus mutans DEALA + L ATt HekE D ARAT)
Streptococcus mutanstd, D BFEMEE TH W ik % 2 OEMESEET 57V VT T — 2 FIZB N THO O R
X BRERILLTOWD, TUINT T = B HEET B2 R ORMEED 5 b, Streptococcus sanguinisi
TYINT T RIRI D EERNEREO—>TH Y, SROBBLAREZEET D L CHBND, 22T
FALRFEE OIX, S sanguinis SEEAET B @BILKFEDS, mutans~n EBIz >\ VORRET U7z, S mutansiZ, BR{LZ k
L AMHERF-& LT, alkyl hydroperoxide reductase (AhpCF) . dps like pcroxide resistance protein (Dpr) , B
superoxide dismutase (SOD) & b2 Z EBINETICHESINTVS, £ T, Zh & OFEERF O KIEH % R
L. S sanguinis R OSBEALR RT3 2 EHRIEL 1T > 72, BEMRIESEL LT, S sanguinis R OBk &
(CREY 2 BB & BRIET D 72 9 I competition assay %, BB LK FE~DBE M2 EBIICRIET 5 72 DI AR E R
{ERFEED AL TITo 72, F7-. ﬁi’%f@:iﬁib“fﬁéﬂbx kAT MERE F Drepressord L TH STV BPerR & =1
HERER b L AMHERE F & OMBBMRARIEZ1T ) 725, perRO KB EIER LT, & bICERO ORENBE 248
L. S. sanguinis BJZU‘; S. mutans ZHEBR L EBEOEEORE 2L — 3 VB A1T - 7-,
ZORER, FFRCTUTOMRBHALNICE Nz,

1) competition assay 1235V T dpr, sod DRI TIE UAISO BAH L Y IR 72 HRTERE E B 3R b T,

2) BERMLARRICHNT B EFRERLRIETIE, dor. sod DREM CHERAEERDIET 1880 5 iz,

3)  perR KRBT UAIS9 BFAMRIZHE L. S sanguinis 2 BBV AKRICH Uit 25 Lz,

4)  perR KIBIRIZIT B dpr DFEFBAEIL UAISY B L 0 HERBMNERD -,
5)5uMymS&@%%%ﬁﬁvm‘Smmmm&owfnwﬁémﬁuﬁmf%\Smeumw9%$ﬁ;D

perR REHRDEFRIIEH | L DOBED dpr DRBEIT perR KBKIZHBVTHEICHM LT,

S. mutansiIDpr, SOD, AhpCFD3-DDEEALA b U ATERF2F7E L, &0 9 HDpr 25@E{LAE ISR 5 it
WFORETH S, Dpr iZiBE(LAFE ) b Fenton pathwaylZ & D BFEMEBLR FL R CHBE FaE L5 Sy
DEESNDZLEMETIRFTHS, MERICHBOTEIILR b L AR F Drepressor Td 5 PerRiS, mutans
CRBNTZ ODprORZ &M 5, ABFRICE Y, DprORBEHIE % THES PerREN LML R kL2 Mt AE
B LMo T, , :

ARRIL, S, sanguinis DBELT 5 BEALAKE DS, mutans DEALA b L A TRHEMHE DR 51T > 7= b OCh VN
T DRERDprOFEBHH 2 IES HPerRE S L7eBfb R b L X THEMHED B & 02 72 o 7= o ABFZERLE IS 1 eI 0
RIENEELA I =X LOMPD—BNT 25 Z L SIS SR ICRBEIED, L - CABFRITEART s LT+5%
RMEEZFET Db DL HE LR, /
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HEESR | BWE 234 B | PLEmE e B
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sEER | BE| AR EE mE|  mOEm
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FEBIVBIED LT, TR 254 1A 28 B, ZLHHFE R B BCEEL. FPHRIDAFIZOWV
THAZRD D & étﬂ:; BEHEEICOVWTHB 21T o7, BEMICIE, UTOX S RERISES RS, WTiic>
WCHHRITRNERZELZH/D LN T,

BRI 1) EROOEAS LTS — 7 FI0B 5 BRI RIRET Y OREN ?

(%) EBDOOKEN, 75— FIcBiT 3 8BLKRREDERIIITo TORWEDTRHATH D, £, XWMb RV,
B 2) HEEEBBRIE AT > T S mutans D dpr FH & R TNB D, S. sanguinis 0 dpr FEBITE ENRVDHN?

(BI%) S mutans \ZHERIR T T A < —%ER L TNWD 78, S sanguinis D dpr DEBUTE ENRW,

BRI 3) EEERIEIZBWVT, S mutans: S. sanguinis DA 1 : 1 0 DERIZ S mutans \ZB1F D dor BBBEHKE S
RBDTERVNEEZDNDN, ZHUCOVTIHED LI ITEELTVDEH?

(BI%) S. mutans: S. sanguinis DERME 1 : 1 0 DEETIE, HENICEBEOBEBLKRICBEZEIND DT, TNITHE
W dor DR KE 2D LHRI SN0, BRITZDOL DT 6*;736 7z HZEOBBILKRICBEEINDZ LI
0. S mutansHS dpr DEBREITORNIFHE LIZT20, dor DEBERZNIIE LA LR o7clzd LEZXTVS,
B 4) MESE OBEREEFR TH S two component system (TCS) & BELA M VAT & OFEREBIMRITFED 5022

(BI%) S. mutans (54 DFE % tv;/o component system(TCS)WIZ & > TEHIT 5, S. mutansi3 1 540D TCS ZRA L,
205 TCS 9 DEBALARBAOEE ZH LM LTS, Ll TCS9 DRIFEETIc oW THBAERTET Th 5,
ER5) PerR AT FIRE/RSEIK T 5 PerR box I dpr, sod,  ahpCF O LFRICTFIET 2 DA 2

(B%) dpr & sod @ _EFEW PerR box BEFIET D45, ahpCF O _EFURICIITFE L2V, Lo T, PerR id dpr, sod %
BEHERNC, ahpCF % RIEERNIZHIT 5 L B X TV D,

B 6) S sanguinis & S. mutans ($ILUFET D ?

(BI%) HEBEIZOWTRIEIIIT> TV RVD TN LRV,

B 7) ABIOEERITIT T — 7 FIC S sanguinis & S mutans IEITFEL TWDB E VI FHRTITROTWAER, 75—
7 DRBBRPEC I T S, sanguinis PDEEAT HIBEELAKFICH U, S. mutansiE ED &5 REBEZT TVDHEEXDN?

(B%) 77— BT 7 — 2 DoRBT 7 — 7 ~BATT 2BRICBN T, 77— RICRT D S mutans &

S. sanguinis DEBLITHEEGIILTILT B L # 2D, S. sanguinis & DEMBERETIIE VNI E S mutansid S. sanguinis
DEAT HEBIKROEELZ TS LEN LTV,
BRI 8) S sanguinis B{EITHCOEAT 2EMLARICH L TED LS LE#EZE L TWD0?

(EI%) S. sanguinins % SOD <fth peroxidase ZFTA L B B OEAT BRI L TELZ R T LELLND,
BRI 9) AXITHD sod REBMIZEBIT D RA—_—FF Y KT =40 T VN EBEBKHEE DRISIZOWTHEAY X,

(E%) MR A B =X ROV TERESNTOWRVS, BERNCER LA =X RT =4I VUV el
B LKRAREERERI L, BRbEERE FeX s SUMABELESNDIOTIHARNNEEZ TS, TDRED sod

RIBRIZIS O T HIBRRLATITH LTRSS 5 L EX TV D,




BRI 10) S mutanst ‘Jéﬁdﬁ?k@ﬂfﬁijﬂf Db\’Cu$L< A X

(BIE) ZBHBIETF O _EHR S I T4 2 500bp % PCR THEIET 2, Z DFELFED Reverse primer 72 5 WNT FHLD
Forward primer [Z= U A a4 L Uit/ AR F ) <A 2 U ittEEEF L 2SI 245 LT 2 LT, HiE
SNic PCR BME T Y AUV A YV /AT F /<A VUTHERETFIC fuze /D, TNIKEI VBN A<
LYV AR F ) A UTHEEIEF I Yy bEAV, S mutans ZREEHRT 52 L TREKREZERT S,
EE11) T Ra~wd LV /ARIF ) v VUTMEREF Iy MET LY haRL—2 3 v TEAT 052

(E&) S. mutans VX DNA OB ENEVVEE 2 HT 5, WEEHRIFOBKR2FEL LTI, 0D=0.1~0.2 %
CHIBE U7 S mutans500 41 12 100ng LY An <A SV /ARTF )= A L UTHEBEF Iy M EMZ, 1~2 FEE
incubate 7%, 5001 @ BHI #/1%, &5IZ 1.5 Bl incubate 252 & TITH, REHDO R J—=27F=x ) va:z <
A 10pg/ml, AT F <=4 600ug/ml&H BHI ZEREEHIZ TIT 5
ZR1 2) 4E perR TV Tl complement ¥k % ERX L polar effect D AMEEHEIZ DUWNTHREEL TV D25, dpr X sod (2
SUTRIE STV DI ARED 2

(B & F 122\ THEATE complement BRIZMERR L TWRWA, BEDHFRL VEEICHRIEENTNS 2D TH D,
B 13) dor® sod DRBHRICBOWTENENOBEBEFOREN /) v/ 77 FENTVDZ L EZHRLTODHHN?

(%) YT AZA L PCR T dpr=e sod DRBHRIZBW T, dprRe sod DEBRHPRD bNRNWI EEZERBLTND,
ERI1 4) S sanguinins \(FERERITIINY N T U UTER D TRV A2

(E1%5) fOMEICH RS & S, sanguinis 12N 5 v DREEHMENE VD Z EBNEPN TS, LarL, S mutans |
DAY T2 MIC 1364 ug/ml Th2DITK L. S, sanguinis D3 7 32 MIC 13164 g/ml LT Thotos &b,
&A@, S mutans DIHSBIRT BT 320 g/ml DAY N TVUEFSL— beFER LR,
ER1 5) KEBHEIEBUCEIT S Table 1. 10D 540, 629 deletion &9 FEIRITEEIKT 2 DM ?

[(=ES) 540 & 629 1% S mutans DEIEF D gene ID ZR L, 540 B H & 629 F B O@EEF (=ORF) 2RLTWD, 540,
629 deletion &5 DIiF, K4540FR L 629 BHDBLEF~DTY) Au<Af Lty FOBAZERT D,
1 6) BbR L RATIEEEFORBMIEL KT Fig. 5 & Fig. 6 THAKR TOBEFRAENERDIDITREN?

(EI%) UA159 BFAERK L perR RABHRIZEIT 5 dp}%ﬁiw%t%ﬁﬁﬁ'étmz\ BAKICB T 5RABEZENTH
1, 0.5 LEDEIEL LT TH I ERBEICEDHD DI TITRN,
B 7) 4E, ERTHAVWEZBEBILKERE (0.35%° 0.59)DENSTIZED L D REWKRH 55?2

(B) FEREEH b CFF o 7= competition assay (23317 % 0.35% DBELAKREE IIFABNELICHBETEIRETDH
Bo —F5. 0.5% @ELK R ITEF AR & LB LTo B0 perR RIBIKDIBEE{LK B~ DR 2 RIET 572 DICHV
. T ORETIY S mutans DEFARKITITIT NS OB ERT,
ER 1 8) S. sanguinins & 0> competition assay (23 T perRk RIBERDIEFENRFTEE TRV DILRED ?

(B1%) perR RIBIRIZ S. mutans UA159 BFARK & LB S 5 L i@ER(L KR ITK LIME 2R 9 MHEIR 928 5. sanguinins O
PEAT BB LK RICELRTMEEZ T ThIF TIIRVO T, BRCHEETEZ LI TERNVWEBETD,
BRI 9) TSBIREEEH TOERICEIT 51BELKRIBEIL 0.04%THEEA 2

(B IRIEEEHIC 381 DB LK RITEREHICRIT 2 ERICHA, KV ESENICEICERT 2, Ladi-> TRERIF
T OER TIX, BREMOER THOZIBEMLAKRRE LV bIEREZR 0.040REDBRILKREZ AW,
B2 0) AEORRELERO OENICKBEEHE, BET & RIIMT 2

(E%) #4722 OFEHE & OHEERR X OMERFICE TN 5 EEBERKD peroxidase ICOWTERTRE LEZD,
%2 1) SEOHEREOBKNELEE DL HICELDN?

(EI4%5) ARERN~DBEMLKEE S BIZEAT D S sanguinins DEN, F72i3, S mutans (TR 5 perfm%ﬁt%%ﬁc_
L 2EEME KBS RZHIC LY . S mutans DEELBL SEHEER) 27 DETICHFESTHILRARTHLLERD,

UEORERND, 5ADEAEZBIIRFENKERELMBETEL LTOFEN - BAZELTVLIHOLED, #E
(%) OFMEEXBICRIEEERTHLOLRE L,




