HERHNE S at (S-ECC) 1ICBHES 25 R F B XU T 3 A T ERA DT

(55 K REHER)
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AL, F &7 55E5m 3 [Association between Candida albicans and childhood dental
caries in Japanese children. | (Pediatric Dental Journal, {§#¥7E) &Hl& R 25EmL [=
FANVEBRARIEZ R T TF XY VBIEFARS Y RO T F AVHIER O] (HKH
JefleE, 5B 48 %, %5375, 130~1371H, 20224) #F L 0/-bDTH 3,



®E

e, ROBEBEICEBRT 24474 VLEBDOV L DTH 5, FRCEHE TN S ail
(S-ECC) i3 A A IED &, /NROMFECEF OB ICHEL RIT LB E 7to T 5,
A7 TI1L S-ECC FIAEICBI L T, »XF % 4 MMil& L T Candida albicans (C. albicans) 1#H
Lo %, AR ML LT S-ECC BIMETANELD D, TF A VHBEARIE
(amelogenesis imperfecta, Al) €7 V%7 L, WAL DR L % Bp4 1 & Pelschiat L

7z
WroE 1

AR, C. albicans TR & /N S BUFEAE O B 1R 2R i E A ES THRX T w5, L
L, /NRD Candida fRIF & 5 Bl OBIEME A DEEAWIZECTIY BT o7 TBkE 7% <,
ZOEBIEIRMTH D, 22T, WK1 Tk, HENNRERICH T 2 C albicans DR,
K, HyHEoBEEEES X ER TR EEFEL 7.

Caries #f 55 fl & Caries Free(CF)#t 25 fHORE1-2 & Il fl Z BREL L, Streprococcus
mutans (8. mutans) & C. albicans DAY T — 2 (KR &L AEB) 2T L7-, 25T,
Y &8 L 72 118 kD Candida J&% arbitrarily primed polymerase chain reaction (AP-
PCR %) % I\ CRHi L 72,

C. albicans ¥ 3%, Caries B (F:25.5%, £} :47.3%) 28 CF# (F:0%, £}:24.0%)
X0 bE L, S mutans DEFEEIL, Caries ECHEICE -7 (p<0.05), ¥ 72, Candida
PR D 92.9% 03 EEERHI/NE 5 @l(S-ECC) & 2l & 11, Caries #fEET2 6 X L7
Candida WD 79.7% B HK L ~ L TP Z R L 72, Caries B/NROBIEH @ C. albicans
HEETH A 255 D HE(70.6%)CTH Y, BIZTFH D 232 gk 72(17.6%).

C. albicans DTFAEDS S-ECCHIED Y R 7R L 725 T LRI, T oI ) iR
(D BT T AR R I BT 72 MR 2 4R L 72,

WHe 2

TFANVEEAEE, SEERIET 2 ) 273 el X Y b 15 55 <, S-ECC RIED
YRZRT & LTHRESIN TV 922 TlE, Al #5292 ~ 7 Z %4 EnamRess'* % f s,
BEROFEEGERS LU~T v 6o, WREEE X iR = F A VEOHRICD
WCTEREZL DB % 1T\, S-ECC BiY£ 7 N Oy % il 72,

< 7 A EnamRescs14/+ 2 55 fid | EnamRescd14/Resc514 - EngmResc5id/+ 33 1 (K Enam*/* %57, 3 &
L6 Hin D —Hig O IR0 BI%E, FAEMMES XU~ 4 71 CT i X % 10 8l H
HomEEE L BB E M (SEM)IC X 3 Ft/K R o Bl 21T - 7,

3 Hiit > EnamResssW+ 3 BAIMICEYI L 722 F A LM & RFE DL % RO
EnamResco14/Rese514 {2 5 C & B 7 T F XOVEFHINEIE 2 38 2 23, b3 A icHiighics oEn %
A® 7z, 6 HiinD EnamResRec14 ¢ 1 F 2 L IEMIR LM A & X OSFIHIREE % 00 WA



I 7Bl iz R o3 72, RFPEICE L 2k oMiER & 2 o NERIciaEik o 2 %
R Tz, FERBAMIEIC X 2B —HIRA OBIEETlE 10 it D EnamBescS4/+-CfE 5 1 & 7«
[H] % 728 EnamResco14/Reses1d (3B 5 2o Ip i 2 8@ 72, ¥4 27 1 CT 2> 5 EnamResc14/Reses14
ITIF T F AVE D 5T, SEM {422 5 EnamResS+ ) F X VE O KJE I/ MRS
DELI L HE %R 72, EnamRescsIRescsld i NG Z D DT F A VEIZTFEL 2 d -
7zo 3 Hifln® EnamRest4/Rescsld ¢ o 3 XV IFHA 0 430 & HWE D 338 b i, 6 HifinT
EHERIFANVERED LN NI DD, 3~ 6 HioMICTF A VS L L 72
ZEBHLE R0 T,



e 1

21
5B, OMBICEBT 2447 4 VAREOVDEOTH Y, HFLTH 5 1% 3,000 7
AND/PNRAEEL T3 DV, Zodhcdiiic, HEERP/NE S BI(S-ECO)IZL, Al PARE
gL, NEDEE, vore—4 v 7, RO ICERE L KITT Y, AT S-
ECC & TN O ARENE R L T2 —77, 3 mEOFE/NE S B (ECC) D
AT 7.18%~20.65% &, HUIHIC X > THAESKZ WY, 0 X5 RlEIKE ZREBAR
D [HRHE] 2R L, [—EoNZ T REEST 2] v b TldZal, $XToA%
CHE LR Z T WwWIRT, AHTHREALRRMEL o TWnd Y, /NES BUIRECTH
> THEEPIBD TRV 2D, FEREEO R L FHERICE W TD ARME FEE
RO EDOTH B 50,

S-ECC DAY WEIRIL, Streptococcus mutans (8. mutans) DJEGRe L B# L T 5,
WAE, % & DIEZNIZEIC X - T, Candida albicans (C. albicans) 733 7: 5 glisRE T 5H
% S mutans & L H I, S-ECC ERBROMWIEL» O SHE CHREBINE Z LA RINTHD
T, Fiz, koSN & L < ECC iYL C albicans DTS HEICHE S, O
PEWNIC C. albicans Z{RA 3 2 /N2 ECC B3 2L, (RAL TR WwWhEL D 5
fEEWEREINTWSE D, X5, S-ECCREROAEY C albicans D Z 235 <L,
BHD C. albicans 5 Efivk D BGHEBEDL B WO Z Lo b, NEDOB W IC C albicans
BRI —~RKe LT, BFEESANHINTY S,

¥ 7z, C albicans 13FEEREL ~vicB T, YR, ALER), G2z L
S. mutans LB L 7503 O @GR IEDE A ANA A 7 4 VA ERTERT 5 Z e AE I T
31010 § mutans RO I N a5 v R 7 2T —¥ Bt C albicans OISR IC iR
(HEEL, A28 —25b%BORMEINLIE(EPS) % HEKH CTAKT 2 219, C. albicans
DRIFTHK X 7z EPS 3B OHLE Z IR 3 2 & TRATHY =X pH BREL % fi K i IS TR
L, ZOfERZFANVEERFEONIKZEEST 5 1014159 2D S mutans & C. albicans
D= — 7 MHAIERIT S BlRIRE T2 BRI L, ECC 81 7 v o FEEH - #idk s
JUEEEZELLEMEIE2 2L HHL2ICEINT NS 10,

CﬂMmmﬁﬁﬁﬁ5@ﬁﬁfﬁ%ﬁ%%’kiy<@%ﬁﬁ%#6iﬁéhfwéﬁ
INRICE T 5 Candida TR &/NR S B BAEME 2 BET L 2205t 13, AFCidfTbhTn
W, Z ZCWE 1 <X, OFEND C. albicans DFFER HANEMIC BT % 5 BN
fEbRRF DIREE L 72 V15 2 IREME A MGES 2 72, HARANBET D C albicans W, &
RN, B OERTESEZFAEL 72,

Illl[l



htE X U
1. ¥ v Iy 4 XoPET &

P I A ZOEBI, FHITTICE W TONR B C albicans DELIFEZ A L
T3 EHEESINLEA(T8%) ., BT C. albicans $LIM: % 7R L 72 Je 122 1C 35 TR
B I N2 EE(14~61%)ICHD W TIT 5 72 81718 3] X N7z R 0 V9 (38%) % I K
SELTHEL, a=0.05 DRl zREEIT> 72, zBREIX, LY 7 F Rversion4.0.2 %
FAWCTERML 72, Z DfEER, 90% DM 2152 -0 I B o v 74 4 X 13
fHTH o572,

2. xtg

T RE 1L, 2021 4 6 H2H 2023 4F 4 H & TIC HARKZANT dia “E 3T sk N Ui g
BaZ2 Lz, LRSI S RAETIH O 3 L E 10 5k o2 B R0 RIF2/NE
EZDOFRBE 80 TH B, WE 3 » AUNICHIRE IR F 72 3 PIEFEZIRH L 72/NEis L U'%
DRI L 72, SIn&E 1, o ehiciEB L 7=/NE & Z o R (Caries BE 55 fH), 5 flio 4
W 2 o RFBL(Caries Free (CF) #f 25 )@ 2 BFRIC/H L 7=, $£72, RFRICSNT 5
RIS, FFENAZTICHAL, (REE > OHMIC X 2RBEEZS 7, &b, AFFEIZHAKR
AN R AR R B4 0 KGR % 2 1) 72 (EC20-28),

3. 7y — L DMFT ost

FHR L LN O B HCER, YA, 1 H o R X EE 3 » A LN OB EED IR,
ICHVERTR), AN, FARE | 0oy — 2 BREICHLT, @bR7 v s — h i
THEET o, £, BTONENBEET:, dnfi(s)/DMFT(S) £ ik L 7.

4. HEYEERITE

ISR, WHEBOEH L AT — v 2 ¥ 2= — 2T RE 2 HEE L, 1ml
D 0.89%EHMBIIKFICEEL 72, SEIFEET AT EHOEIE D FIRFICHRIL
7z Xiao b YDFFFEICED R, BIL 72 Gl 2 4k, SR (20 W © 10 RS
PO, OK iz 30 BRERE, M k% 3 [l 0 R, EFAEK TR L, 2 RN
IS~ B L 72,

5. C. albicans & S. mutans D54

101 -10" B L 72 ¥R % CHROMagar™ Candida K5 (BIdi{ba?, HA)IC 50 u L
JONEE L, 37°CT 48 Wifii55#t%: C. albicans % 57§t L 72, CHROMagar™ Candida 55t
Fogttoao=—%, Odds b WoiEicHoX, C albicans{Fzfi & L <HW=, —77,
S. mutans D45 BEICIE, 102 225 10° B IC AR L 72 Y550k 2 Mitis Salivarius



Bacitracin ZE R A H(MSB 15) 12 50 p L 3 oHE L, 37°CT 48 Wik &6, MSB i
WECEBLAES 7Man=—% S mutans & L 7=,

6. C. albicans D[F|7E & B LT HHE

CHROMagar™ Candida ¥5#h F D a2 v = — O coF#A AR 72 3 D Candida g, C.
albicans (JE#kth), Candida dubliniensis (JE% )2, Candida tropicalis () % [A] %€ Al g
757 7 4~ —% Fukatsu b 2VOMEICEDZMFR L 2 (K 1, KV A 7 —EHKIE(PCR)
BT, C albicans SC5314 ¥#u# K5 4 7a v b v —), Candida dubliniensis (C,
dubliniensis) IFM54605 ¥k & Candida tropicalis (C. tropicalis) JCM1541 #k% 4777 4 7' =2
vie—n& LTCHEALZ, Fukatsu b 200, auv=—% 1 mL O&RFKICHE
WL, ZOWME 5.6 uL % PCR ORI L L7z, PCREEIESMEIZ, 98°CT 2 ot 21k
&, 98°CT 10 ¥, 68°CT 1 ploffERIEE 30 4 7 1iTo7z, PCREYIE 2.0%7
A r—27 % v, 100V T 40 3B O ERKEN 2 1TV, Mg Wik K25 C albicans
ZRIELZ(K1), 9 FE~—75—& LT 100bp DNA Ladder Dye Plus (% 7 734 4, H
AR) Rz, B FEHIE X McCullough & 223508 L 72 CA-INT-L ¥ X OF CA-INT-R
77 4~— (F2) AV, FAZMETTPCR 3L OCERKEZT, HiES hzlih R
55 DDEIETR (A:450bp, B:840bp, C:450,840bp, D :1080bp, E : 1400bp)ic
L= (K2),

7. DNAH#IH
B2 b8k L 72 118 kD C. albicans %> & DNeasy Blood & Tissue Kit (QIAGEN, # 7
VYD T LGHEE 7 e Far v, DNA #H#H L 7=,

8. ZIMDOIERK & C. albicans D& {n M HEZ M D FFM

PCR 1% 5'-CCGGCGCG-3'7 7 4 v~ —%H\»TfT> 7, 3 pL Premix Taq (TaKaRa Taq
pVersion 2.0), 5ng DNA, BXU5uM 774 ~—5 567 % PCRIZR%ZFAEL, PCR 7
L— Fo/KT10 pL iR L 72, PCR I Kimijima & 2 0¥ I1cHS {7572, PCR FEY)
¥ v v 7 ) —ERKE)EEE MCE-202 MultiNA (B, 5046, HA) % v CHERL 72,
GFHEANY FOFEERICEXYZNEN0F/I1E 1 & L7, #alY 7 b Rversion 3.4.3 %A
W, JEMEMAGEUPGMA ) ICE W CRHEB ZER L 72 (K 3), R#BHE, 0.2(C
albicans & C. dubliniensis D5 E) A HERIC5 2D 7 5 A X —ICH L, RLZ AKX —
WS BRE N D Candida BGitklZ, BRI L KT L 72,

9. Bt EHIMENT
Welch © t #0E & dmft fHZ HIVAR L L2EHBIRITICC pEZREH L2, £, 58l
DEIEEICHET 2 BER T 2K VAL 7201, dmft B2 HWERKE L, Wi &0 R

7



(Faavr—t, 73, TA-Frvia—, 7yv*x—), HEHEE BHOY 2 —2E%
AR L LCHEMBOW Z2{To72, I 5IC, v A7 4 v Z[EIRGH 21T\, NR o g
W C. albicans (RN T 200 % % K GO RMOFEZIHE L 72, 3 X T OHEHARULEL
12455 7 b Rversion 4.0.2 ZfHF L, #EIAENMER p<0.05 & L7z,



e S

9, NREOEREREZT7 V7 — PHAEICCFHHL, OENZEXI VBT O
dmft(s)/DMFT(S) Z 5l L 7z, EEIRIHTOFER, dmft(s)fEE 1 H OB 2 B4 L Dffic
Bl IIRE® b 072 (K 3), T/, WHZEDRBMOHFTFaaL — &7 12 dmft
HICERICES LZ(Faar—1F: p<0.01, 73 :p=0.014)(F 4), X 5Iic Caries FE/)
WL EAxMEE2 1 H 2 HEAEEY (62.7%), ¥ a2—2ZHEMCERL ik
(58.2%) (5% 4), CF Bt #F#l1Z, DT/S, MT/S, FT/S, DMFT/S fiin3, Caries FEo£H8 &
D HEIKD - 72 (p<0.05) (% 5),

RIT, SEMICHER L 2/NE2OMENIC C albicans R T 2 EIG R R T 572010, K
#L PCRiEEMAA DY C albicans DIFIE % 1T o7z, F5IWCRT X 51, C albicans 13,
Caries FEORF 7 X 0 S M S Nz (BF £ 47.3%, T :255%), 7z, TR,
HzEeETRMOPTHRICT 2 2L — b oBIUL, /NEDHMEN C albicans fREICK % 75
WEERITT T EPRE X 72 (OR:8.96, C1:1.08-74.13, p=0.042) (5% 6), & &, Candida
e R (CA+YE) D 92.9% 2% S-ECC L @2 &, Candida FEMEYL(CA-YE) I, S mutans
DEREDH 3 15% <, KRB B D EREICL»-7(ER 7). —7F, TREHREA
ZE)IZEDIHE D, CA+YLE CA-W o dmft fifi (HZEE0) & 13BN 2 529 72 2> 5 72 (|
JFI3HT 5 p>0.05),

S. mutans DEFED £ 72, Caries HEOR T THBEILS 72 (p<0.05; %5), ThbD
FEERIX, HBUICRRET Z/NROWIETIC S mutans & & b IC C. albicans HSESEE ICEE S
L0 INECORAREIHT IO THL77Y

C. albicans (X Caries #f & CF BEOREH D O X 17223, Caries #f D £HElIZ CF ff ot
B~ C albicans DD 2 1%, LEED 45 550> 72, HPEND C. albicans %
I E T A HIEIC, Caries BEREE(47.3%) > Caries £/ (25.5%) > CF #EREH (24.0%)
>CF H/NR(0%)TH - 72(K5)e 2D b, BHlD C albicans HERE I Y, F
O Candida BHFHE S &\ & & 2R S N7z, FBATIHIE 9 L Rk, AWFsEcd CFR/NEH S C
albicans I3 X N7z 2> 72,

X HiC, C albicans DR T RGP % TER T 572012, 15 fHOEF2LEIL 72 118 O
Candida 57 Btk % F\» T arbitrarily primed polymerase chain reaction (AP-PCR %) %17 -
7zo AP-PCRIEDIER, 79.7% b D C. albicans 5y Bk A3 FET-E CEIBIICHED L T 0 (£
8), BHEHI S ElcIH B C albicans DIERFTH 2 WREMAVR Iz, T HIC b DAl
R 7%, 26STRNA B FZIEN L LB FRHEIC X o TRAEL 7z, BfEE Tic, C
albicans 13 5 D DB TFHPHER IN T 5(A, B, C, D, E)¥», #ETARHEDKEE,
Caries #f/NED 69.5% 3 HEL & R CERFREZ LA L Tz (£ 8), £7z, C albicansi&in
FHA 23 b HE(70.6%)TH Y, BIEFH D(17.6%) 25 % NiHi v 72 (£ 9),



EE

KRIDPEEFTIT B TNRD C albicans RE & /N S il e OBEMEDEY FiF b
TEE7e < Z DEBITRATH 5, KT, BEE L R 20 L, CA+Ro
IZIEEENS-ECCICBEBLTWBZ &, B0 80% 2 EEL <~ VL 7= C albicans
EEHLTCWBEZ EERLT,

ULAE, C. albicans %% 5 B D FIE & M A BLEM 2R ST AWML T3 220, C
albicans 1%, HBED 7N EZOREI X 0 b ECC IR T 2/NE & 2 0Bl sidhE 2>
b4 a3 , %72, C albicans |3 ECC B o HEHhIc BT, grfBmRNA D%
WAFEL 2, Gf RIS A2HMIT 2 LIk o T, S mutans DEELZHEME T2 2 &
PRINTNSE 2, X518, CA+WED 92.9%% S-ECC &2, CA+1ix CA-TRIickt
~C S. mutans DEREDHK 3 15% <, RLERB(de @) B ERICE o7, LaL, CA+
W e CA-W o dmft i & £ - fE&HT - ADHGEHARE ROBLE#EMEIZED bk o 72 (R
7)o TORERIE, P EDRFRICE T, MAEVNERZERERL D D 5 floiEfTic
G- L, EROFIED S-ECC DBEFEEZIMI L L 2R L T3, I HIC, [HER
DF aaL— MEEUL, NROLOMERN C albicans (R F D i D BER A GEMETFTH - 7-(OR:
8.96, CI:1.08-74.13, p=0.042)(%6), ¥z 2L — FIZEEYCHE~OEEE b H O
PERN IR L3 v, T, 2 TERBERN 7 7 — 7RG SO X W EtH»R > <, 2% b,
W~DBEZ G 2R LY, 77— 7 DEREENANT v R IEIBRE~ BTS2, £ Dfb
B, BEEEERE L MMFEVERE %2 b OUEWIRE(S. mutans <2 C. albicans 73 £) DE| & % 2 X &,
77— fEEEED LD TH DL, L L, AFRIcEWT, MEEHEASEE, 1H
DY 2 —ZABHE) & dmft fEICHEARBEWEIIFED b i d - 72 (R 4), AWML, MED
B0, Yokdic, YO bz OREREZY TZRTIRE L, HAA
EHOWEY 70 7 7 A VICHEEZB WL T FA v D70 TH 2,

¥ 70, B ROREAEY O L k2 LG 32 e o, /NEO OV & IT AR
DIRWFEETICH B 82930, AP-PCRiEZHWTER L 72 %8B X v 118 kD Candida
50D TAR—ICHHLTE T A, Caries HE/NR D 79.7% 25 FH8 & F4LL L 7= C. albicans
BERAELTWEZERHLPICR-72(F 8, X 3), 512, CF BEREF & R L T, Caries
FERF IRt @ C. albicans WH R 23 & 702 - 72 (F + 25.5%%F 0%, 1 47.3% %} 24.0%,
# 5). Candida W T 2R OWRE & Abd 2 &, RFEHRIL, SO e
WD C. albicans (RE 23, HARNNRD C. albicans ~DEG{t L ECC FIED ) A 7 {5 & 7x
ZAREMEZ R L7z, L7235 C, REEl~O DPERETE 0 EEEDRB X L7z,

C. albicans |%, 26SrRNA BT %ML L7z PCR #Tic X b 5 2 0EETH(A, B,
C, D, B)licpficdhz 2, cnbohCEIETH A 2R HEEICHRIB IS 2%, Kiff%t
FEER Tl Caries F/NR OG22 & C. albicans BT A 28 70.6% & i b % L H & 1,
RNWTEEFRD 28 17.6% B I N7 (F S8, £ 9), C albicans B+ D 13 C. dubliniensis
2L E—THY, 1995 FiC HIV ERE D LNED SWD THitX /- Candida gD O & >

10



TH 5P, WEENZ L2, C dubliniensis \32=FEE D 7 WifEEEITICE W TERRE
Be I, NEOEERERER L &b ICFERAEMNT 2 2 enlE I nTcnsd ¥, L
L, JBhoRIE L EiEfLIicB T 3 C dubliniensis DEFENCE U CEEfll 7 2 71 = X L % fift i
T572DICIII LR 2PHEBLETH 5,

AWFFE I HARN DR ERIC BT 2 OMEN Candida {RF & /N 5 Bl o BEHE % G/ L 7= 1
Wi Ze < v, C. albicans DIFIED ) B D FIEIC RIS T E LR O+ 5 720 D12k
— MDA L 7D, L L, KFFRICIEWL O»DRAELEFET 5, £, C
albicans DR & S-ECC FIE & D RIRBAR 2R T AHLIZE o Tz, L7dioT, Z
D FRFLILAEWT 20 BB I CRER T 2 D b, £72, /727 /vy —ICED KRBT
7'u—F5, 5 S. mutans-C. albicans 865 NA4 4 7 4 VLA DHEICHE REE R
LT3 Z e ERE 303, BEoRRAL, 50N EIRDHKZ A 4 7 4 v 204k
ECIHliL T w2 b TH D, SHOERE LT, MKTERCANA A7 4 v 2T L%
WL, ZoRBIM 2T 2, FRIC, 5 BUFMHEOME - ERES A 47 4 VL DIEK
PHE & S-ECC offilfliciad <, Zh o DRBHEDSHRIHE A A7 4 v 2 LTH A
EIDPEBGEEL TH L BEDR D 5,

11



#£ 1 Candida]&FRIERPCRY 7 4 ~—

HE A Ees (5'-3") Foravy HAX
) ) CAO1 CGTTTTTGCAGTGTGAAACTGCG 1569-1591
C. albicans 1GS 624 bp
CAO2 TCTTCCCGCGCCCAAGCCTC 2174-2193
CDO1 CTGACAATTCTAAATCCACCAGTG 727-750
C. dubliniensis IGS 405 bp
CDO2 CCTGGTCACGTGACCGGAGTTGG 1110-1132
Lo CTO1 GGCTGATTTATAGTCGATCTCCT 675-697
C. tropicalis IGS 139 bp
CTO2 CACACCATAAAAATACCCTTCGG 792-814

*IGS : intergenic spacer

12



*£2 BEFHHERPCRT 74 ~v—

£\ Es (5'-3")

CA-INT-L ATAAGGGAAGTCGGCAAAATAGATCCGTAA
CA-INT-R CCTTGGCTGTGGTTTCGCTAGATAGTAGAT

13



3 HRIFROHK

T 5=l
Caries (n=55) CF (n=25) pf#i Caries(n=55) CF(n=25) pfi

4Ef4: mean + SD 46+12 56+17 0.062 359 +52 37.4+63 0.592
TER: % (n) U2} 61.8(34)  64.0 (16) 0.637

% 38.2 (21) 36.0 (9) 0.637
EEBRIE: % (n) pofiidE| 54.5 (30) 20.0 (5) 0.739

"E 34.5 (19) 28.0 (7) 0.782

INERR 7.3(4)  48.0(12) 0.068

EEs; 3.6 (2) 4.0 (1)
P % [ (Bl H): % (n) =2 78.2(43)  76.0 (19) 0.670

1 21.8 (12) 24.0 (6) 0.670
3% A AN o BT AR % (n) 0 (0) 0 (0) 0(0) 0 (0)
R ARE: % (n) 7.3 (4) 0 (0) 0.260

HEAED Y (FEEFDIH, p <0.05)

14



x4 Wz &R L dmffE o B

Tk
Caries (n =55) CF (n=25) pfH
FaalL—1:%(n) 72.7 (40) 48.0 (12) <0.01*
7°3:% (n) 52.7 (29) 12.0 (3) 0.014*
TAFrvysri4—% () 25.5 (14) 12.0 (3) 0.944
27 v % —:% (n) 18.2 (10) 24.0 (6)  0.306
& EE (Bl/H): % (n) >2 52.7 (29) 36.0 (9) 0.381
1 47.3 (26) 64.0 (16) 0.381
2 o — ZOEERE: % (n) 582 (32)  32.0(8)  0.118

Wa—R T REY 2 — A, WY 2 — X, RIRYORL, FURRTR R

*HEED Y (BRI, p <0.05)
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%5 C albicans + S. mutans DR, R E 5 BRI D R

Tt RS
Caries (n = 55) CF (n = 25) plE Caries (n = 55) CF (n = 25) pfliE
C. al bicans #Hi% % (n) 25.5 (14) 0 47.3 (26) 24.0 (6) 0.06
S. mutans HHFE % (n) 67.3 (37) 24.0 (6) 0.0002* 76.4 (42) 76.0 (19) 0.9
C. albicans (CFU/ml) 2.8 + 18.5% 10* 0 5.7 £32.1x10" 1.3£3.2x10° 0.2
S. mutans (CFU/ml) 3.7£95x10° 1.8+ 7.8x10° 0.008* 4.0 £10.2x10° 9.5 + 21.7x10° 0.03*
9 BRI dt/DT 7.1+ 4.1 0 1.4+21 0.2+ 0.5 0.0001*
mt/MT 0.0 + 0.1 0 0.7 + 2.0 0.0 £ 0.2 0.02*
ft/FT 24+ 34 0 11.6 + 5.0 9.3+ 58 0.09
dmft/DMFT 95+ 47 0 13.7 £ 5.6 9.5+ 6.0 0.005*
ds/DS 11.1 + 8.2 0 34+75 0.2+ 0.5 0.002*
ms/MS 0.1+ 0.7 0 35+97 0.2+ 1.0 0.02*
fs/FS 6.7+9.9 0 27.1 *+ 16.6 21.3 £ 185 0.2
dmfs/DMFS 17.8 + 12.3 0 33.0 + 21.1 22.7 + 18.7 0.03*

*HEd Y (Welch's £-test, p < 0.05)

16



F6 WHLEDENMDC albicans{RE~ D2

=i
v XH 95%(SHEIX[H pfE
FaaL—+t 8.96 1.08-74.13 0.042*
73 3.35 0.95-11.70 0.058

*HEADY (p <0.05)
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3% 7 Candida R & 2R o bk

Caries#E/NE
CA+(n=14) CA—-(n=141) pflE
S. mutans (CFU/ml) 7.2 +£15.6x10° 2.6 £ 6.2x10° 0.294
5 BRI dt 8.6 £ 2.7 6.6 = 4.4 0.047%
mt 0.0 = 0.0 0.0+ 02 0.323°
ft 23+28 24 +37 0912°
dmft 10.9 + 3.4 95+50 0.114°
ds 14.4 + 8.2 10.0 = 8.0 0.096
ms 0.0 = 0.0 0.1 =08 (.323°
fs 6.8 = 7.7 6.6 £ 10.6 (0.947
dmfs 211 £9.0 167 £13.2 (.167°
S-ECC:% (n) 92.9 (13) 61.0 (25)
WG 4 + SD 48+13 45%1.1 0.272°
PR % (n) =" 64.3 (9) 61.0 (25) 0.282°
% 35.7 (5) 39.0 (16) 0.282°
BHERE: % (n) SR 57.1 (8) 53.7 (22) 0.926"
R 42.9 (6) 31.7 (13) 0.654°
INFAR 0 (0) 9.8 (4) 0.536°
EEs 0 (0) 0 (0)
BRES & [E1%8 (191/ HD: % (n) =2 78.6 (11) 78.0 (32) 0.461°
1 21.4 (3) 22.0(9) 0.461°
32> H AN o HTH AR % (n) 0 (0) 0 (0)
AR R % (n) 7.1 (1) 73(3) 0.358"

HEEDY (p <0.05)
*Welch's z-test, PEE [E]IF 457
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5 BRI

BIETH 7 7 A2 —DMFTDMFS

#£ 8  CariesBERFF D iR A 50 HE X 172 1188k D C. albicans D 7 5 A 2 — 4348 & 8L T R4,

R No.

BT 77 A% — dmft dmfs

T No.
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2 7 AR =R —BCE: 79.7% (94/118)

BRI —EER: 69.5% (82/118)
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#* 9 C albicans 26SIRNAEBE R CcoO /4

BIn R
A B C D E
Tfit Caries (%) 70.6 (12) 11.8(2) 59(1) 17.6 (3) 0 (0)
R Caries (%) 44.4 (16) 13.9(5) 22.2(8) 30.6 (11) 0 (0)
CF (%) 429 (3) 286(2) 143(1) 14.3() 0 (0)
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L I T I L ™ <C. albicans 624 bp
- - - <C. dubliniensis 405 bp

< C. tropicalis 139 bp

M1 2. .3 4 M5 e ISRt M

M:100 bp DNA ladder

1 Multiplex PCR i X % C. albicans [FIFE D1l
PCR EY)D ¥ 4 X134 624bp T, v F 1~8 1% C. albicans TH 5, 3T ¥4 X~—Hh—
EMERRLEL—VITRL, MGT 534 X2 HHlICRL 72,

21



2 <EIZFEID 1080 bp

- — - - - - L CEEFEIA 450 bp

M 1 2-735F MO E T M  M:100 bp DNA ladder

2 C. albicans B8R %ED 729 D PCR —1f
Ny K 1~81% C albicans B TM A TH 5, BT IARX~—N—1F M EELRLIZL—V
WL, Sied 534 Xi3EHNCR L 72,
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ot
[\

#H

|

T F A VETEKALSE (amelogenesis imperfecta, AD) LB OEETH Y, thoKMm%E
%o mEICaA - Rt L AVEICRTHICD T 2 A, RERIBLEERE
ZEORETH B 839, A, TFANVEIPRAREIBERIET 2 Y X7 BMEEH XY
b 15EE <, SSECCHIAED Y A7 T-& LTHEINLTWS 040, Al DfEkIZ = F A v
BokkA etk b, OEA R GE G = A VE), O (EF 2 JE 4, Bk,
OMEA KA (ZUR 7 RE), @2 v a Py T 4 XL ZHE B - ERA 20 4 Do Rlic
SEINTVWE 2, Al ORFERFREICL VKL TH L2, BBXZ1HANICT AREL
WEBWINTEY, NEERHERICEWTIZEET 2 2 R WIRETH B 9519,

Al F=F AVEOFREBBECRENFEETILEL L2 EZLN TS, JMEERKD
ffE 2 &b L7z = F AT, = F AVEE A2 WL = F ANVEZIBKT 5, TF A
N CREMICERT 2 0 FIclE, TFANVEEOT Any 2=y D, 2F XY v 9,
TAUTZAFy O T AuFy ViLNiz, EARMRERTH 5 S A Y > (matrix
metalloproteinase-20; MMP-20)°V IR ER T Th i T 7m 7 4 v DR Enb 5, b
3 Al OJFFREE T Lo T B 2 EALL D, ZNONTFOMITA AL FRER 1 =X LD
B, FERNZRIGEERE~OICHICHFE T2 E 206N 5,

B FERECEROEMBEARERIAT 2 Fiko 1 21, 7 VEY) O EIRE B ORI
H5, 1990 FFEHNYD 0 RRAEREZ SHEICHERT 2T rFtHlozFLr=tuyyL
7ENU) Z~ 7 ZICHW B REREROFR(I 2 -2V 22 v R) 7 a vz 7+ 23 EHER
WiThbze W, KFFTHARMEENU T2 -2V =2x >R 7uy 7 FRfTbh, & Ml
WREDET N L R 6 ER= Y ZADBBL (fFH I ¥ 2oFny=7 MickeT, i
BHE CILBEREEZE T2 Al ET A~ Y ABREHFRH I, 2D 5 H 3 RZKOREEET
DSEBEBNTIC X D, w7 RS FBREMICHFAET 52 LHHL, ZoXRBIAIZe P AlD
TERA 2R LARBCGARNICHE Y 97 2 2 M KAl E vz, BHEESIET 25, 2h bz~
v AT A Y VIR TIC DNA OIFFEEIRD 5 25 L BRI L Tw 5 %,

WHge 2 <ld, TRRRZ LOBIE & S-ECCEIE T AL O7®, Al 2 23 5ER <7 XD
) BIERA LM %R d < 7 ARM EnamPes14(M100514) % v, ZhFETicfiEod o7
Al ORBIANTIN Z T %057, ZBROFEEAERE L UO~T niZGRICE W T, =F X EE
R 235 i % Bdh 3 2 R o Ik 3 X OB R o AR = - A VE o PR IC D W TR
L7,
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Hhle X OhE

1. EE#Y)

BUL MRS A A Y Y — 2 f5E v 2 =55 OO T F AVEEBA L~ Y X
EnamRessI¥+ (B~ 7 o FEAKR) A L, KELIC X » T EnamRescs/Reses 14 (45 Bk 2 A (F),
EnamRescsi¥/+ 35 ¥ (f Enam*/* (B4R 2 2 6 6, &5 18 80 Z 157, iR~y 22w
7RO RET L, % 3 HB X6 At~ 7 22 MV, ERBEMEE, <420 CT ks
L GEEE T HEMEI(SEM) TOBRICIT 1080~ v 2 & vz, BEIRER & B2 E K
(DW) % BB E L7, e BN HAKEF s miZ B4 ok %25, H
AR AEHN P 2 5 2 BR BN IHE # 1 B0\ TYT - 72 (AP15MD014-1),

2. EETFROHE

ERBEMSE, ~4 278 CT 5L SEM TOBIETIX, 4~ 58T~ v 2 BHH#E B
LB s 7R O HIE %17 - 72, DNeasy Tissue Kit (QIAGEN #t) % Fiv»C DNA %%, =
FRY VEETFNICREL LT 74 ~—(F 1005 X ' QIAGEN Multiplex PCR Kit
(QIAGEN #h) % i\ T PCR CHAlE L, EXIkEIROILHE (R 11) 1cfit-> CHEIE TR OH
ExITo7 (K 4), PCREgIRSMFIZ 1 ¥4 20 94°C, 64°C, 72°CEZ 2 20, 90
b, 60T 3044 7 AfTo 7z,

3. MR RRET

3 Hiits X 6 HiiH® Enam*/*, EnamRe<14/+ 35 X (8 EnamResco14/Resc514 s & GEEL A fii HY L
7zo FRO NI 4 %87 RV LT VT b FIC4°CT 24 FifiliRIER, 10%EDTA T3 H
IR L 7o =2 7 — ARk, T 74 vElL, 4 um DY R ZFERH L7, ~~FF o
Vv - xAYvREEKEL, ESAME -HRORREZBIZL 72,

4., FERPAREIIC X 5 Bi%
10 J8{E® Enam*/*, EnamResc14/+ 35 X (8 EnamResc514/Resc514 7s 5 GEEC 24 H U, BCRERR 2 R
FRIC BT FHE B 2 SEARBREL T B L 72,

5. w428 CTICka@ig

FERBEMEOBIE CHWAMEE 2~ 4 71 CT(R_.mCT2® ; Rigaku)ic TR L 7=,
S IZEEIE 90KV, EEW 160mA, FOVIOmm, HIERME 3 Tt o7z, &b N7z
3D HIEREHIEY 7 + 7 = 7 (TRI/3D-BON; 7 b v 7 L AT LT VY =T ) v 7)) I THIE
L7,

6. SEM Ic X 2%
KIRBEMEEOBIE CH W08 2 6 THHAEAME Ak 2 M L7z, Soh Az L Y

25



VIS L, i o REETAM 1/3 oW % itk = — ¥ —(#2000) 5 L VX4 ¥ £ v F_—
2+ EHOCEEME L 72, THERAIC 40%Y) viEZ7 Vv (KzyF v F GEL; 771/ )
2T v EN) % 10 HEIER S K, KBEZEE L 72 @ik ic it v, A8785 %1 SEM(S-
3400N ; HazNA4 77 7 a ¥ —X) % AW TIEET 15kV THZE L /-,
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e S
1. AHE R

3 HiivE L U°6 HEpD Enam*™*, EnamResd14/+ 35 I (X EnamRescd14/Rese514 ¢ |- ZHEE — F 1 B
MoMBERZ X 5 1T, 3 Hiis® Enam*/* & X UF EnamRes! ¢ 3 BRI I {idd L 72 = 5
ANGFEHRICE L Co A Y VICBRT 2 2 F AVEE L RFE O 2RD b7z (K5
ABEF), EnamPResc®1¥/RescSld 2 5T H e o F A VHFMINEE & = F AV EE 2300 525, D
T HifEEA o ENERD 72 (K5 1), 72, Enam*/*3 X 18 EnamRescs4/+ L Mg L = F
AN = F A VFE 2 HREET 2GR o5 ]).

6 H#iv Tl Enam*/* ¥ X OF EnamRessds1¥/+ & 3y i = A VIl o R &2 L1372 <, =
FALVEBIUORFEOEK LR D b7-(M5 CDGH), EnamRescss4+Cl3 Enam*/* & Lt
BLbI DI F ANVEDIEEMR DR (K5 CG), =F A NIFEHIfEL = F A VE R A
OFEEST 2R3/ 5 N2 (M5 H), EnamRescs4/ReseSl G PR X 72 R E I8 L 7= Sk
DIEIERR & Z DNFITTEHRR O 2R % 20 72 (K 5 KL), FERDRRMEE R 13 8 el 08 1 A i
LD LN (X5 K)o TF X VIFHIAE I3 FENIARIEE A D SN ICFTE S 2 23, MR 5
X PRS2 R WHLRI 2 B 3380 bz 5 72 (K15 L),

B3 Hims L6 Hiite  ICRFFMNS X CRFHEICHRE IR S im0 572,

2. SRIRBEMEEIC X 2Bl

10 JBEfim o BT 5AAMIE —H b o FMIHEL % X 6 ISR T, Enam™* O HgEEfiz ET5HE b
WRAEZFALVETCEDLNTWA(K6 AB), EnamRessSi/+¢ (3, TEHE —MHE O KB
Enam™/* & B LE» ICHETH 272 (X6 D), EnamBRescdl¥/Resesld 3 | BHEE — I
PRI 2380 2 b DD RFICHETH Y, E-KBHIIMEEZRLZ(¥M6 E), T3
FMAEORMICHRIZAR S HETH Y, Enam™/*F X O EnamRese14/+ & g L CaTiE O
WX K, E-IEETE AR IC X 0 FHARREZ R L2 (X 6 F),

3. ¥4 27u CTICk2@%

Enam*/*3 X OF EnamRes1¥/+C (3 FF5H & b Bl RE IC = A VEIC X 2 gl % 72
BH7-(7 ABCD), EnamRssSi4/+ Gz o F A VEDE X ICHB EWIZED b o 7208, &
ST F ANVEORIBEZAD7-(M7 CD), EnamRescd¥/Resc5ld 3 FRFHE H = F XL
B3R 6N 272(K7 EF), WIhd RAHE, welE tiRes X O wREF O &g g
CRFRL T RZEF IO b Nk o 7z,

4. SEM ic X 3%

10 SE % D T BEAE RS — 1 b e Hh S A D AKCETTRT 0 SEM 8 % 4 8 1277, Enam*/*
TRRFERFICE S BE T ANVEZRD 2 (K8 A), EILKRICHE T, =F A0
— RFFAHE A S AMINC 2, BITECH L 72/ MEREE 2 = - A VBRI £ THATE L <
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T oN7-(K8 B), EnamResssié+p . X VE |3 Enam*/+ & FREDE A %R $ 28, —EfE
EHE (K8 C), MHF D= F AN/ MEIT T F A — RFEAHT CIEBRIK 2> D% Bl
LCTw22, KEGCI/MERSIOFLh & HEEZZD, T AVEREIIHETH -7 (K
8 D), EnamResd/Resesld oix - JNHEIER D D= F AVEIZFEER T, RAFERRE I
WED R »—JFOWEREE 2RO 2 DATH-72(X8 EF), RAHICIE Enam*/*,
EnamRescs14/+ 5 X (F EnamRescd14/ReseSld Tl B W THE R RFME 2380 7=,
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EE

IFANVEIET N2 A MEE» O EERANTEREICARKILL 2/ kTh v, #itliko
IFANBIHFETE L2V 7 8130.1~03% ¢ T MEE INTVE, — /T TIEAIHDL
iR T F ANVEITIEAK 25~30%D X VoS ZEBEEL, TH 3T T ANVE O BADHEST
TR0, KEBICTHDP LT, ZNODIZF ANR VNI DRI 8RBT Aud =y,
F110%23T7 Au 7 72FvThY, TFA)VIINE %LV ERETHE ¥, LirL
TS, e b Al LBET ZEETERTEIT AR Y 2= VICRWTIF X ) v ORENRS
W B St b Al O TAEYE L TSR VELRTEREET YU X%
EnamRessstd Z w7228, ZoZEHE <7 23 F XV viE{xF (GenBank: AF303737.1)iC
A6495G D IR EREF/L,Glu" 220 Gly "0 7 I J BEZ 4L L 559, 2 D& 1,274
TI7Bhrokkbxr X ) vo NRGINICHFEL Twd, ZOERB~ToiEEKE LU
FEEAERCTIFANVEICED XS AREMZIR T, WIS X O #EO = 2
VEOREZFEL 72,

PR DL IZBHAE A, FEIREA, GERHA, SR, SRARTERCHA L ETT L, s X O iR2S
BT 5, IBRIHO R IZ = F A vds, WALIH, B/NEA LY, XOFERIC2» 10T,
ITFANGBOWIIE L T AR F A EF~EMELL, W F A EEATF 2
AR~ & b 2 L DB T, = F A ATFHIIIZ RSB ICEm X 2 L 2R E 2 Y,
WS FEHE & RON T A8 LIstE 2 F5 o X 51072 5, RAFEMNE2E T L <ofb L, RF
H(RFAE) OB E N0 b = F AVE DB E 5 29,

U ADHE HETIERMIC X WV ETHIZRT 2d 0D, ok 13 HEICHEEXTEK X 1,
fade 15 HEICHRIRI, Ma4k 17 HEcERIAYIE, A% 1, 2 HEICKRFE DA £
b, A4t% 3 HCERABRICEIT LS ANVEORKSIEE 2 0, SR, MHRENREC
R L7 3 Hilmlx, =7 A VEHEB XURFHADOEKHREZTH Y, 6 Hiivld=F A VEHD
e AHEIT L C v 2 ¢ H 3, EnamPResssit o = A LI DIRFE L = F X VE DIEHK
Wi ZMEZ L7 & 2 A, Enam*/*, EnamResS¥+35 X {8 EnamRescdld/Resedld L gy i T F X L3
MR D oL 23 A, FIRER DM & FLERE & SOl D fPERCS 235588 i, =F A
BEE oW iThbnTnwz(M5 BF)), 202 &id, TF A Y vOERICX ) = F 2 IEH
fao WA D LIc B IZ % <, AKILETIO = F ANFEE O HWHATbITnwb T ERRL
Tw3,Yan 55913 6 HiiFD EnamResssi R £ X N~ 7 v & A0 FHEE Al ICE W T,
AL 7ay METTARTZ=veTAu7 7AF VR, EFEETRRLZ AZ—-VER
THODHFEL T B Z & 2iEL T b, AiiEo 3 Hino Mg L Adbe, =F AVE
RO UHicit, BRLAZF AV T A  2=vEXRT AT 7AF VDo)
WS ThbhTwd tEZLND,

6 Hiin Tl Enam*/*¥ X OF EnamResW+d x J 2 LVIFHlild 0L RE I3RS o F A vE
DFEEAL DHEFT23Z80 H 3 3 73, EnamRescS14/RescS 4 1 ERE 2 T F AV (Z R S e, F 77,
TF AN O FIHERIEE S X OCBER kb Tw2 (K5 L), %3256 6 HORIC
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IFAVFHEOBENRELCnE, TFRAY) VI TAar=veT7Aa7 7 RF v L[H
BRIC /i, MMP-20 * Kallikreind i< X - T C K2 & @K ICYIW E ik 11 L, =
FANVEREE O E TR - BHIE D L, ChLESTOTF XY VTR D S b
BREE UMW AT F ANVEORELZHE L 2720, BT F AVERRGSERK X
nhwz e, =+ AVFEMNTONE - HEIETE T ICER T F 2 ) vIliTh 0%/ 5
ZeT, MilaERICRERF SR Lz EZzbN%, KO EEREMSE, ~427a CT
BLUSEMIC X 2 THE—HE OB » b ZF R E{iHETlE = F ANVEDBRD b L2 -
7270, EPICERLTE R oz F AVE IO HBRICRFE R D S W% L 72

LEZLND,

EnamRescsl4/Resedld o 3= X OV D RANHBFRD & 72—/ T, EnamRessW i~ 4 7 a CT
{2 5 T F ANVE DX IFZAA R A (K7 CD), FERBEMENIC X 28500 ) X
NEFREOMEZRD-(K6 D), SEM H 5, TF XN —REEEFHTED T F X /N
DRERE X I CH 3 238, KE D 5 ICfEVMERT OFELIL L kxR T 5 (X
8 D), ZoOMATFANVEREO/NMIMEEDRE X, =+ 2 viBifnT D N KilicZs
BE2HT3<Y Z(EnamPS) B X O F (ENAMPEIR)IZ B TR DIER 2 R 3G 05 H
% %, ZOBERERFOTYRBIUE O L, TF XAVERKEOREITIZ/NMIE R
FLZBXWNMNEEZ L RIGEPBES LT3 EEZLNTVE O, Thbb~Tuk
BCI T F ANVEER OV CIER T LA OFIER I N2 & v~ 7 DSEEDMERT I
B < 23, ZF ANVEIBRBIACER X v o7 OFERRIC X Y /NEEA P L ABEL, TDORX b
L ADVUNEER A b L R EEDRIBEE R Z 72720, TFAALFMEOT R b - R EE
L, FCREOZF ANVEDIEALENEL B LEEZ LN TS 9, EnamRess 2\
ThbTFAY v N KIFICEREH T 5720, RO T F A VEREO R34
Lzt hTFillans,

INHOFERN D, =F XY VidZF XAVEEEYIHERS 2 O RIFICH» T T, =F A VE
DGRBS 3 2 720, AR FEMA TR F 2 AEMO LR OB 2 & T F 2
VERBICEE 24 L, ~7 e ffik CIRIEF 8 E T2 5 OFH Tz F A VBB K2 EST
TLH, BERAGTL2TFAY) VIR OBEREICL Y, KEICERE HNZEEZOND, &
FAICIMHE DICEBREZE LERR TR 5 L IIFEREICHETHY, ZEAEDODER
BT OHKROBRETCHL, ~THOERTCRIEFERIZF AV VT LALICE 2T F ANVE
e ET BT, =+ A ) VIBIRFOLERMIEEL, BRI ER D Z LI X > TEK
RER, KR F 72 KA AR 7 & 57 2 RIAAIZ L2 v RS B %, ENU 2 2 — %
VA AKX VFHEI ARy 2T, IC2 ZHEOTFAY VBLRTERYY X
BIFEIET B 50, 5%, EnamResst v 20 Hin b T HA 2 EBOERAKOITIC L Y = F
AV v ORI S EED L B 2 b,
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Fe o

AR LY, HERMNNROOWENIC ST 5 C. albicans DFAED S-ECC FfED Y R 7 K1
LB ERIRBANT, 72, C albicans & S, mutans B’EET 354, WHEOEE LR
3G S-ECC RIED —[A & 72 2 A[REMED R S vz HARANNR O MR O C. albicans 137}
BUCHE T 2 AlRetER & <, O BRI IO < BEF- D RGBT fT 7= e A R 2 $R ik L
Teo IHIT, AWIFECTHELL, TRRRE(MEZBIZE L 72 Al vV X%, S-ECC FiE DR % FLiH
THRET VL 2D 2 ERRBINT, 5%, S mutans 5 X O C. albicans D Al Bi¥€ 7
N~DIEREE# T\, S-ECC & Al & DBditE% & HICHEEL T <,
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£ 10 TF XY VEETIEEN PCR 774 v —
Primer No. fic 41
1:  IFHEY  5- CTCCGGTACAGAATATAATACATACCT -3
2:  ZHEEH|] 5- CTCCGGTACAGAATATAATACATACCC -3
3: @AY 5- CTCTTTAGAGTTCTGAACTCTGACAG -3’

32



* 11 BT HE

EnamReses14/Resc514 FpqRescs14/+ Enam*/*
A: Primer 143 - + +
B: Primer 2+3 + + -

+ iEiEH D — HEIEAR L

33



<

o

g

& +

2 S 8 2

2 7 F 2 M
£ = I £ © =
© © © © o c
(= c = c v 5
il i i L Z O

wn
>
o5}

4 EEFIHEE DB

Enam*/*, EnamRes514/+ 3 X (X EnamResc514/Resesld o @R 7T E DGR O —fl %2 7~ 34, 369
base pair DNv FOEELR R SN 5,

A: Primer 1+3, B: Primer 2+3, S: size marker ( ¢ X174- Hinc 1l digest)
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Enam+/+ Enangsc514/+ Enangsc514/Rgsc514 |

3 HiitB X6 Hiiid Enam*/*, EnamRes®14/+ 35 X (8 EnamRescol4/Resedld o | 2HEE — T
RER D 5545 K B X BIAKIR 2R3, 6 BB L 729 b 0 lR % /R J°, Enam*/*CIlZ3 H
i TR IC AL L 72 = A A FEMIL(AM), =5 2 BB (EM) & X OR A HiE (PD) % 72
%, 6 Hifn ¢z A VE(EN) & RHE (DN) DB % 588 % (A~D), EnamRe514/+ (% Enam*/+
& LI & W 1372 v 28, 6 HiimTcx - A IR A = A VERI A & EET 55
REON/-(H*H), EnamResc!¥/Rescsld w3 3 HERICEWT T F ANANFEE 230 5703, T
F ANFHIED —E B T F ANFEH» L HEET 28 %2580 5 (*H), 6 HincRAkOHE
ERE 2 O NERICTEHRR D R 2 R 72, T F A VT IS ZEROARIE S (R D SN S IS AE S
203, AHAEERYE B X O FIHREE % 20 W ELRTY 2 BUA1 132 & e v,

A —=no8— 1100 um

35



Rgsc514/+

Enam+/+ Enam Enangsc514/Rgsc514

B &

-

N— p—

6  EMARBEMEIC X 5 TSRS — i o ARl
6 BHEIEE L 72 R % 1 BN T,
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EnangscS14/+ EnangscSM/RgscSM

7 ~A4 78w CTIick?ET5EEME MO RIRWrm G
6 VAR L - M5 % 1 BEH/R T, EnamResS+ T3 MIcc F ALV EDRIEZED % (&
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