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Bl e JAELE 71X Sl &8F
£& 31, gdye EA3es AT 84E
HFEHRA9A, agF, AFF4 2 dard
59 topd AL 8 PYoEMN FTHRRAE BT
bt gl 2@ EHo e gAgm <l
Ae gALNE FAAIH, FEA4AO|2E E
ol pH #AE LA 3cs 43FLEE 39,
23 FAQ amylaser HTE el Holg
o2 B 19 gL FEYAE X
Asle 715 € /ML U FAATE FA
sled U842 HFHTh olgh o] HAY L
FRAUelA Ao e sl F83to B
2 At ol RAFoY FE VFH FHA
9l AFHen HF BAYEHY HEH ¢E
o Bte] AW MELE DHFEO LAHID
oy 3 A riFEd ¢ E A#AYY BAE
TFHE A thFd ATV Al=sE 2 .

19531 Curbyel €8t o]3l4 gd & 44
N g 4 2+ double chamber cupeo] xLHH
olF, o]atM el HEEAHo stEIF L,
olat4 el A ctg Ao g ATt

olZolHul Bl A F AT BHAeD
WAl 40%E A X3 Y= amylaseo] B
AF7 iR Eojglont, 1972 Azen'™o] o
8t Aol A Amylase, Immunoglobulin A
(IgA), Lysozyme®} Albuming X 3712 o3
A gdaAdns M2 & duag wst
ol Gl & 27 eldfonr ExE7]
o] Parotid basic protein(Pb)g} = st¢ 1,
1212 Aol we} §FHH Hlxd xolv} 9l
e Yoldth olF EaMEU FHY 2
g3 §A ojslieldol M 2L DA Eol
A% BAA =Hdch. Friedmann™ & o34
g H7HEF deg W $3F dyENE&
Bols ©wla g wAHSBlA parotid acidic pro-
tein(Pa)ol2} m3E3s gt AzenE?»2 alkaline
slab polyacrylamide gelitol| 41 X712 F#H 3 o
2 @pEHs gyzdel ALeL wAsin
prolinerich protein(Pr)olg}l &g +=d o] w
A FA AFo) wet KAz FHojzt
&8 Rasgo. w3 Azengs'”E double—
band protein(Db)& AT o]9 tyAA
£, Ikemoto® % -& acid urea starch gel electro-
phoresis& AJ&3l] Pa®l PbAlolo] &&=
salivary parotid middle—band protein(Pm) ¢
OYEALS BEASY o], AzenEH1DL parot-
id size varriant protein(Ps) % isoelectric fo-
cussing variant protein(PIF)¢] o34 L& ®
& ot

¥ Minaguchi$®¥®.& Pr, Db, Pa, PIF7}
b B3R Azt 3l AP S ¢
31, Minaguchi%?®o] WAF FAFoAMa =
E&A4 £A8&+= acidic SDS electrophoretic
protein{As) i} ¥ 7 acid proline—rich proteins

.
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(Acidic PRPs)zt = 33l Q).

ol Y gd diAe tyPHEANo] EAF o
BAE ol AFZhel o]yt gEHF mpr-ww
31,32,37,40,42) Shintani%iﬁ,lﬂ,“)% % E] ?]_ o‘l’ %_5‘1.0‘_],
Zrgfolel, /1=l A Pr, Db, Pa, PIF2] A
AREE, 7, A, o] HWE L I
o) o|st4 eholu Pr, Db, Pa fAA¥I Sl o
Mmoo T3 sy owy oy
Ao Ay, Ay ato] wWaboluz el
4 AzEelt Aol $89 & AUSE
Bag s gl

Bl dwldo]l LS HFole Hos
A gl JoORAEH AP A7t o] R A
ou Bagl Az AR Aol ARAA
7t Ante 7heAel AAH o HIZde +
A% FAE FHI=U FHol Holx
q gtk Hay? 3= 481 3 A
(hydroxyapatite) o] ElATtMa & Mulzog
Fdly 1 F AR HYEE FAIE o
WA o9 $AE proline—rich proteino] gk
=4 29Fr). CowmanE3®Wo glaloza
B odudE AAT T FRAU 44T EE
e A3 Q71 e FEW ugdEol AT
F glom gavudoe 7Y sj4ge Ao
43 74 v} A (nitrogenous growth sub strates) 7}
HE Y45y, = o2 AFME Hot ¢
AlFol gle T AtEY e AT
a9 AFE dAstE 419 SH3E @ 9y
Fol AL Bu3tgct. 2% GibbonsE®
£ acidic PRPs®} statherino| apatite I ol
Actinomyces viscosus F & A7t B
25490,

U AHE 7520 gtdwkml A Pr, Db, Pa,
Pme| ca®As DMFT %< 2 PMA %
o A4BAAE ATsld DMFT ¢+ Pm(
)Y B A ey, PMA x4
Pa(+)d 7 Pm(+)3o] =4 uyebddi 3
o etdchwAe] FFLN TRARAe) B
AE TEe v Ut

TAAHRN 2HE FHol A TR
2] eldo ik dFo ojA Tenovuos o]
dedEY Jug 71X B9 A A
43 A7 g f&5%, oz g 9
amylase @452 HAQUF dHlmdled & z}o)

7t gle}, salivary peroxidaset <)
G oA E=A vedce
81, SortinoE™®e YWuHW S 71X #Fxie
Bejol o BE gopulg AT Use B
o F3or, Campbell2 Bx3zt9 Ealo]
HFegzte] gadnr of B2 glucose® 3
F93L Aun SRk ool Hende
YRS S BHole #4F Dol ¥gs
O AAEE Be g ov oAt A] 7t w9
PN FAAEAY FA= FYE 79
HA @32 d7dAd e Aol 53, F
ZAES AH A Ae AR FHHE
Frx st gdo et A vnE ®ol
o,

oA & ATFoME b EI tAY =
S EAM AREBRAE T HAAH YT
oflet TAFH A ztolat, HAEZ,
, AFEF, T4 AFEE, +AAY
l°c¥03ﬂr 22 g2 74U g§¥stU=
gt TS M A YA o3
A dEe LS v AR
Z oug xolg Holn Fuwzie] ge
Wdo] FRA#AL ous HFHABAL
ZASL LA B QAFE A EI}Y gia
A7)l ool B3t uiolt),

fo & |
2

ﬂmi‘i*
;g_lz:,_&,

HNorr o 2 o do o v fE o
1o,

XN E K

rulo

0. d7A8 9 93y

1. 97X =R

TH HE 7T4M 7R #FFe AFE Y
© ZAS FFA P 94H oz REH HFT
[3lM Bl TR, AR X
& EEXgyde e gx g E gy
e JLFA FeHARNZA HARHA 15
ol g] FEA @o] 140mg/dl oAt A
3399 olstHEllg APToz on o
Yoz AR ol 23 o4 FEA BT
140mg/dl oAt 2 2HE u guyHoz
@& g7 ol o] Fxojie #xiE 4
FTor AYsdtt” dusate 159 oW
o 9§ xdss wao ot TR As
1€ W ol&% % (insulin dependent diabetes
mellitus : IDDM) 1293} Q& dH|o&d o
(non—insulin dependent diabetes mellitus :
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NIDDM) 219 o2 EH5HUT.

2. A7y

7b ol 84l el el HH

o] 84 E}e§ & Curby? double chamber cup
& W A7) acrylic plastic capsules Al &3}
A3 2 e A

A2 4 24 Vitamin C 9 B8 ALE
31991 capsule ¥ & Ha FRUY R
o gol & 3t =23 Rul® B
& 15ml 94 ¥ 8 KR AFYY T 48E
3 40u1¥ Hgsle T2 Av|e 4R E
FHo e AFE ol AL ~T70
THA F49% A% F 52 AzxAH AV
FEE ANy AAR —-20CAAH B85
t}.
L, M7 EEF
=AFZH ABE vertical electrophoresisis
unit(SE—410, Hoefer Scientric Instrument)&
A RBte W7 g T3] ol ALEE gel& O.
088M 2] tris—borate buffer 32ml¢} gelling
agent 5.5g& T, 508 AR 4 F o174
A U £&HE 0.008M tris—borate buffer®
35ml& FFE ¥ 10% amonium persulfate 5ml
7  N,N,N’,N’'—tetramethylethylene diamine
(TEMED) 80ulg #H7lsld FA A79F&
e Alelol Vi F ARE 7HESF Ue
wall& TE7] 98 comb& $AAHAH 424
TR 8AIZE FSE WX ot

Gel2l 3ol SAEHH combg AAST F
gro] ¥ A& 0.008M tris—borate &5 80
1], bromophenol blue 15 1, 25% glycerol 80 i1
E Y91 =9 ¥ Z+ walld] ASE 2018 7}
sty 250VE 6AIZF 458 B AIATF A
t}.

A71%Fo] U pH 3308 2t& sodium
acetate 2% (2.72g/1000ml) 90mls} 3,3’ —
dimethoxybenzidin(DMB) 0.49g& #XA &S
A=FE oF 508 F EE uE AFHAI
f Mo hydrogen peroxide 90 419} NaOH 3%
F AEg s Hol=d F ogeld oF 1A A2
HAA#E gMo] Evi® Pa, Pr, Db ol

geldol 349 band2 FEo] FHu, o

o
] pH3.30. 2 wWH sodium acetate FFH o

g M A #H Pa, Pr, Db, band®] ¥ ¥ & AR
At

M. A+43

2} Fere] o]dtAd el & alkaline slab poly-
acrylamide gel AoiA] H7|dZEs1 3,3 —
DMBE gAMsle] Vel gel AR &3}
Z2o.(2€ 1)

Pat Adel &uo band2 uveEhved
band7} YEld A E Pa(+)d, Je A %
e ZH{E Pa(—)8olgt #fch Pre 4719
¥2lg band2 JYElged AEFEH Yebd
band& Prl, Pr2, Pr3, Pr4c} 9931 Prist
Pr37zt yelve 3$E 2¥8% Pr(1-1), Pr2
9 Prdav} Yelvie FLE BEY Pr(2-2),
Pr1, Pr2, Pr3, Prd 250} vEd 328 23
H Pr(1-2)2 F#+83%%c. 2893 Db band=
Pa band$} Prl, Pr2 band Alel$} 5 #9] Pr
band Aol Al yeLr B dEeAMe A
g5 JeErYR] gt

AT M4BT Bl #AT 3395 F
12799 gAE HAVGEST AAE A7 ¥H
g BHEYE wE3I 3 Hardy —weinberg
A& Wy we fHA MEE T dAds
&g god.(® 1, 2)

P o) EFE EXE Paolsde Pa(+)d
o] 37, Pa(—)¥o} 57408 HAHoH,
32 s+ Pat=0.221, Pa =0.7790| 3l t}.
ProjAl& Pr(1-1)3 399, Pr(1—-2)&o°] 50
o, Pr(2-2)c] 5oz JAFLH, oY
KA ¥EE Pr'=0.681, Pr’=0.3190]2ic}.
Tl B2TY BEEY BEXE 27 Pa(+)
ol 189, Pa(—)¥o] 15% g #IFAEHIL
o, #3a ¥WEE Pat=0.326, Pa~=0.6749]
Sk PrelAd+= Pr(1-1)8e] 179, Pr(1-2)
ol 109, Pr(2-2)¥c] 6522 BAHNUL
o, o]¢] §HA WEE Pri=0.667, Pri=0.333
o] it

v edddEy FuolM FEY BEx¥xe
Pa(+)¥eo] 5%, Pa(—-)¥o] 7THoE H|ixH
o™, ProA+= Pr(1—1)8 o] 89, Pr(1-2)
ol 19, Pr(2—-2)%o] 3928 IFEHFHIUC
Aeduje&EyY dudird FEY BEXT Pa
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(+)¥o] 139, Pa(—)¥o] 85 o2 H|AHS A s d& AH}Z chisquare testE o] &
on ProjdE Pr(l-1)8o] 9%, Pr(1-2)% ) EASHoE AYY AP S go.

°] 99, Pr(2—2)%°] 33 o2 AAFHYL. o (F 1.2.34)

()

Pa

—_— — Prl

e Pr2

Pr3

— Pr4
(+)

(A) (B)

12| 1. Polyacrylamide gel &0lIlA M7|H S8 AR

(A) Pa, Pr, Db bandg& ##35}7] ¢ 3] polyacrylamide gel& o] &3l 3oz
7G5 Al Azl

(B) PAGE(polyacrylamide gel electrophoresis) A% & =A% o8 F&HI 17,

1. FYelzn geHEAT Alojol Pa EHY 22X ¥ RMA HE

HAE(N)
. A AFIw(94) o= 32 (33)
T3y
Pa(+) 37 Pa**=0.221 18 Pa*=0.326
Pa(—) 57 Pa~=0.779 15 Pa~=0.674
N : Number of individuals b : Gene frequency
Statistically significant(P>0.05) by X? test
B 2. HaolZn SaYExs Alojo] Pr B3HE 22X ¥ f3A HE
HAE(N)
TE AT (94) 3 82 (33)
Pr(1-1) 39 17
Pr'=0.681 Pr'=0.667
Pr(1-2) 50 10
Pr’=0.319 Pr?=0.333
Pr(2—-2) 5 6

Statistically significant(P <0.05) by X? test
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H 3 EBoEY Yot AF2HAEY B AO|2 Pa EHY BX

(N

P B HN) Jdeddeyg(12) Jeduog &g (21)
Pa(+) 5 13
Pa(—-) 7 8

Statistically significant{P>0.05) by X? test

B 4 ASAEY o} ASTHIAEY S AlOj2] Pr EHY BX

4
_—_ ) QgAY &Y (12) A &8 (21)
Pr(1—1) 8 9
Pr(1—-2) 1
Pr(2—2)

Statistically significant(P>>0.05) by X? test

V. &% 9 1%

et ol FHuYES] HHA 2Hd F
8F&E dte B D¥Ee] EFHY e
o, FZARE FAstEd dF Lot oF
gl g L XotE RIEF}E BAHFL AT F
8% AETH v g zHEsV=E W, A
Well Aol 22g ¥sAe &5& @b
)

el g o] 7152 oy HFarEo 2std
drH9 e, Hay*" * &= G481 3] 4
(hydroxyapatite)o] Eldo®iz L Hgxog
EF53%=d 2% d¥+ proline—rich protein
o2 Aoz Heygdwa [ApsH, F4
slela s I Aol U, 54 Hazgamg
(acquired enamel pellicle) & HA A Zictar 8¢
t}. Gibbons%? & acidic PRPs®} statherino]
apatite Aol Actinomyces Viscosus® 38
AANZg s es, Cowmans™ & el AT

A o] S.mutans®} S.sanguis®] A 4 Al A} R} (ni-

trogencus growth substrate) 2 4] & cl=A
& w3 th TenevuoF* & 2—67014 Atolg] A
D7) ol 209, 1-3.84 Alele E7] &
ofb 16% 2811 19~204 Aloj2] Al¢l 509 &
ez FFAs Ex "W A% Jxet g

A choFd FHE 849 R BHAR
E o7l 98] el lysozyme, peroxidase,
hypothiocyanite, lactoferrin, lactoperoxidase,
thiocyanite, immunoglobulin® 22 #4708 4
& 4% AH Hot 4 F 3 salivary peroxi-
dase7} @AV &g HAF AT

Mandel §3-& x]o} $2] @4+ W H|FA 2,
A E AstA A2 s AP 7R3 9
A & A, Sjsgren’s syndrome& 7} R 3z},
FRAARS A, ALA olsddE e 71 B
ZFo] gl Eu]E o4 acidic proline—rich pro-
teins(APRP) & DWH¥UH oz HPRMide
v g A oA E g 7R ERlolA o
717 e AE ALetie ouvt A& B
natdrt. Xob A F e ekl Aol o
dtol Anderson%'V& AopfAlel A & AL
WS Aot alel gle ) FARE Ao A
Pr, Pa, Db, Ps, Pm, Pb% etz R
VXE ZAEIA HTEH oL, Pa(+)3 o] #
ol A F o] AT MATANAH ot FeH
FAHZ Fo4o] §E&E B At Fu
A2+ 79 Vel @A Pr, Db, Pa, Pm2
oty "Atsk DMFT A4 @ PMA 2499
ABBAE d7skd, HY g o0y /A
B FAEEIY] dB/gde it Q73w
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parotid acidic protein@ PMA R $oA #2d
n3k xjo]& R I, middle band protein&
DMFT Al 3 PMA R oA 2F Fo8
et 2ol & B YA

Proline —rich protein(PRP) & m¢As} djs
31 HolyFuWARE oL {KASEH pro-
line, glycin, glutamine} asparagine® o] &
§3}7] uj 2o} proline—rich proteino]zt &%
th. o] @A Algel gad F oot
o}slA e gduldlA Bol el ttE d7
of 9&d 4Lz HFdAMT HAFHE Ao
2, A9 eldd+= 20702 PRP7 A8 =
H ©]E& acidic PRP(APRP), basic PRP
(BPRP), glycosylated PRP(GPRP)Z £ &
o, o]|% acidic PRP & Pr(proline—rich pro-
tein), Pa(salivary acidic protein), Db(double—
band protein) PIF (isoelectric focusing variang
proteins), As(SDS electrophoretic variant pro-
tein)7} lom® o]zl APRPE calcium3}
Z3A AEstd elde Ca*t F=RA A 7]
o5, A YA & JA}IE 3,
calcium® T2 2713A% ZA AWse o
o dental pellicle AN E T3 AT &
CEPEEEE LR

221 Azen'™®& acidic PRP% Db, Pa, Pr
protein® fAHFo =z TWHI AAZ A, o
nji 4] AT AEER EAo] fAEUE
A gy +=d), Pax Pr, Dbs} nlz7bx 2 pro-
lineg %ol ¥/ U7l WEel ©]E pro
lineg ®@ol TH3L UE BWAE Alo]9
A#AA ] hdled B0l Hopyon, g
wlzl o} Pr—Db—Pa systemo 2@ ZHo|E Pro|
448l Ql 3] 4 (hydroxyapatite) # X8l &o] ¥
g AL B o XolE WL remineralization
3 FEA] ojE gL e AR FHHH,
oju Gl al AjE o] F£4kEIE| Aol
Aol 7leddle Aoz et

A AAE B 1P EF W Ey FE8A 7
e ohgd {9 fEeH, A
I, AFRHFT 9 AFEIAE TEI
ANA gz Bolelyel PR MG,
2ed, AFFY, HAAXNFAE, AV F,
AGET 2L %2 73U ¥¥EEFS {4357
w) Hof3 4t iy gl o] glalo] F73E B

o 4P uAEA APV o RARY.

Nicholas$*®& ®& =%e] HI Je Fx
W3l xF A% BAL YoM Bl
NZzEABe oW AFE UA=TME EHEA
EAHoz foAHe LAHFA FYAT,
Tenovuo5* & Fo| AFetde] FEFH
TAol plAE G W FAJG viad
W oo e Aole oy JdeHEY T
w3zle] QojA salivary peroxidase’t ¥l
Uehdos A& 29 FAoh E£3, Campbell
Do P BB EAze Al glu-
cose@ F & EAS A, FuuzieA on|
Qe glucose} & THHLH, Sortinode
Hoto Az g 7T YE 2599 FuHEA
o} 2199 WP Ao QloiA ety
& Ha dFsFEd, A4 glded &
oighlo] iy Batel AM o EA Ut
tta 2ag vk gich

olgtgo] Elivhwl Ay FZABIE B
HA7 g Aoz FHHIL ot otF A
Wats] FoEER YA 2T 8 B dFdAME
AN Be ¥WEF S fUse guy A9
Bt & AHst DA PPN S FAY
3 ve A Pa(+)¥d3 Pr(1-1) 2 Pr(2
—2)8o] Gy AT Bhon Pr ¥
Hy Bxd oM BEAHCZE FIAHE vE
WP <0.05). (X 1, 2) FUe d+7& F%
s 2 o AYAeAE Pa(—)Fo] wovt A
ol g 7R AIFolAME Pa(+)do] #I
Pa(+)8 ol PMAX|$7t goe AHE2 Pa
b ARG ABRAV 2L Y AL
H8 B JdFAFBAME FuATANA Pa
(+)8o] & AL FE gutsir} 3zl

Salivary acidic  protein(Pa)g 1975
Friedman®e] o]3td H& LAHAET |3
9 &z "lze wWald oA Pa"=0.214,
Pa~=0.786, &<qld] lojx Pa*=0.136, Pa™=
0.8642, 1976 Ikemoto5’ 2 YEAE o A
oz =Ag HAd Pat=0.212, Pa =0.788%
1989 ShintaniZ*»e P A, I, T
o]ql, A1z ele] Pa #&A HIEE ZAISIA ¥
gdAe] gdojA Pa+t=0.28, Pa~=0.72, F=
olo] glo]A Pat=0.21, Pa==0.79, &)l
o] glolAl Pa*=0.23, Pa—=0.77, A=<l A
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o] Pa*=0.16, Pa =084 & B8,
A0S ARG T 1989d o] o
To A Pa*=0.222, Pa~=0.778%, 1990:d 7'
ol AFolA Pat=0.240, Pa~=0.760¢0] ®
1599,

2 dFdME AAUATF Pat=0.221, Pa~
=0.779, W3 x}Fo] Pa+t=0.3216, Pa~=0.
6742 e, FAAJATY Pat=0.221 9E
]l g FFQ Leel]l Atoloja o]'Pg} 7
ol dFHgE ta ¥A Jegon, 3@
A+ Pa*=0.3268 AHAQITFROolUE =
Wl ote A vjastdx gA Jebwch

Proline—rich protein(Pr)2] &#Hz} RNz
19731 d AzenF'Wo] 9&te] Pro iy & 4bo]
HA"E F HuEgded wWAdo A Prl=0.73,
Pr=027, &<lolA Pr'=087, Pr'=0.20, 5=
A ol FAoME Pr'=084, Prr=01602 =
a3, 19799 lkemotoEM e YEAL o
Foz zAF A Pr'=0.76, Pri=0249 &
B2aEch w3, 19899 Shintanis*® & H 2
Hel, FFl, Lgolel, Jdxe Pr FA
Iz g ZASte gejdale] 9lelA Pri=0.
746, Pr’=0.254, S 9ojA Pr'=0.81,
Pri=0.19¢/ & B33, 20 o=
3 dTE= 1988 7Y dFolA Pr'=0.79,
Pri=0.21¢40] 218 o]F, 1989d o]'Pel &
Fol A Pri=0.71, Pr’=0298 BX 391,
1990 #»2] oA Pr'=0.688, Pri=0.
3122 pruE gt

E dFd M= FAelTol Pr'=0.681, Pri=
0.319, 8 To] Pr'=0.667, Pr’=0.333¢2
2 veh, AAAATe Pri=0.681% Y9 o
T = vl &t g3 ot g Ao vusty
oA w2 A Ve, Fxy il Pri=0.
667= Aol Fule otE A3
vt thd B A el

FoyE dedo 4UH xe dHHE 2
o2 ¥dgol Frisie APz I Kglel o
U3 FETOHEY, ¥, AUy T o
g Q272 BHIY B AP de
d 9o £38 o (insulin dependent diabetes-
mellitus : IDDM) &} <l&g#r]ol&% %x(non
—insulin dependent diabetes mellitus : NIDDM)
2 FEI AR QQeuoEY FiolA

Pa(+)¥d 3 Pr(1-2)3¢°] o #8& 2AsA
oul, BAGAH R oL AAHA g
(% 34)

AFARAL Ay AE d7e B A
IE T B o gdd gdn g7
e £9s 2@ #BAS Aeo, g
Sl A 2 proline—rich protein® F7bW thek
g AHEE FUATE ANFAEQ Gl
= oJH #A UL Ao FAHEHY B MY
Ao olE e BWAE HEB3 vEUA
okskch =3 el ol oy dAga gE T
FAFRANL FAE A o AT E sty
AT YA & ¢ AT, Gy FHo
FHBAC gl M= olA R RoE vl gl
A Aseangs glded, 4 AT gx
Wozh 8% 3 s oy, A gy
Hzol ot FFU FHFl tFdA vebg
T U7 W&o ol E Z4e g4 wE FA
A RIE7E owd Zolg Hojex HAHA
A7 aFHE, FE9 Fel YojME FH
A 247 o Ao AlgEH

V-é %

TA FEl 744 729 BFo AFsa g
T AAE =9 gy 94w g A
dFd ojlle FEA o] 140mg/dl ol4
Ql 33% 9 Zu¥UAAE dAoR ZZ oslH
el g HHAsl EFAERAT] B9 & alkaline
slab polyacrylamide gel oA H7] H %3
3, ol3td g ol® % parotid acidic pro-
tein{pa), proline—rich protein(Pr), double—
band protein(Db) z+zt o] oty HA S ZAlsl
olE Ztel zolE wlmREAE A &y 7@
S AEE U

1. Parotid acidic protein(Pa)& A Arel &
o FedBARTAN B e BPoy
olg ztoj= gl

2. Proline—rich protein(Pr)¥& &< =
AN A Pr(l—2)@ o], 3ttt
Pr(1—-1) € Pr(2-2)3e] ¥& AL K
om f93% zolE B AUTH(P<0.05)

3. RIEHAEY HniEyg Adwdw &y

P

2 A

—-105~



@ ol 4] parotid acidic protein(Pa)3} Pr(1—

2)9o Wol deikoy $o8 ot WU
o,

4 2 g oA
L 784, 359 B 29y a4

10.

11.

12.

13.

14.

L HER 9=

DMFT index¥ PMA index%}2] A @A
of @3 A7, "HFTH UL A, 16
(2):9—16, 1991.
T84, AFY:

Proline —rich protein2]

“@F ol Bl
oy Wl U@

A", "TNSR, 13(1):35—
41, 1988.
A eyl BN, g

¥ 3], 14:580, 1971.
Fxye Iy dF,
T &=, 11:25, 1970

CAEE R FA A I E olFA By
W Pr, Db, Pag] ##zl ¥z #3 o
77, @A ges =, 15:55-59,
1990.

9N ‘grye BERY, THI TSI
2] ,, 14:585, 1971.

A7) AN ELE; e od, 1990,
pp.225~273

. 9std e w8 %H A2F FE]YH ;A
st 23|y, 1990, pp.274~279

.olAR ol FE s g Hd 2R,

95 £33 AL, 1990, pp.1093~1097
olgF, BAEY, HIT I TR ; 38,
I AL, 1990, pp.135~140

o]FE I AR ; NFET|A, 1985,
pp.9:1~9:29

o817 B= LA gnu o
B A ol tE AF. Mg, AE
o] &, 1989.

deul, TG WH3U &F5E, A¥YE
AF% ol ekl Pr, Db, Pasl #34
Gadae te A7, T F4u e

3} ], 15(1):91—-104, 1990.

Anderson, L.C., Lamberts, B.L., Bruton, W.
F.: “Salivary protein polymorphisms in
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A Study on the Polymorphisms in Parotid Salivary
Proteins of the Patients with Diabetes Mellitus

Jong-Mo Ahn, D.D.S., Chang-Lyuk Yoon, D.D.S., M.S.D., Ph.D,,

Department of Dentistry, Graduate School, Chosun University

[ABSTRACT]

The purpose of this study was to evaluate the polymorphisms in parotid salivary proteins
of the patients with diabetes mellitus.

Saliva from the parotid glands was collected from 94 healthy Korean adults who were live
in Kwang-ju and from 33 diabetes mellitus patients who had more than 140mg/dl of fasting
-blood sugar for one week.

Diabetes mellitus patient group was subdivided to insulin dependent diabetes mellitus
(IDDM) and non-insulin dependent diabetes mellitus{ NIDDM).

In the saliva collected from the parotid glands, parotid acidic protein(Pa), proline-rich pro-
tein(Pr) and double band protein(Db) were analyzed to evaluate the distribution of pheno-
type using alkaline slab polyacrylamide gel electrophoresis.

Results were as follows ;

1. The parotid acidic protein(Pa) was found more frequently in the diabetes mellitus patient
group than in the control group, but the difference was not statistically significant.

2. The Pr(1-2) type was found more frequently in the control group, but the Pr(1—1) and
Pr(2-—-2) type were found more frequently in the diabetes mellitus patient group and the

difference of phenotypic distribution was statistically significant between the two groups.
(p<0.05)

3. The parotid acidic protein(Pa) and Pr(1—2) type were found more frequently in the
noninsulin dependent diabetes mellitus(NIDDM) patients than in the insulin dependent di-
abetes mellitus patients, though the difference was not statistically significant.

—108--



