&5 S5, AYE AFY o]s}4l el
Proline-rich protein(Pr), Double-band protein(Db)
¥} Salivary acidic protein(Pa)9] A3 t}a & Ao

B3 A

SRR E IR R AR F Y

]

I.M &

Heol &t ZRelal g, 12444 R QA FAl w7k
FARH 2 2Abel 9lol AN S g
= Az G Al A A7 WS a8}
i s ch

olel®t FH 2] A g Akl e I
+ Karl Landsteiner® o 2]# g} 4317
o3yl ABOA oo WA=,
Epstein 3} Ottenberg'®el] 2] &) o]z ABO 3 A
o] ¥ = R ol 2 H-g o] 43 YAy
@Al i A7 FFL o] Fo] gt}

et ola} el o] n WL whuxo)
FHE slo] 252 gyt g Axs)
Al 2= g] 21}, o] "ol &= whole salivaol] ]9
serum saliva®} @77} F& o] £l " B3
Po] HyEalo] H@ul ohe} el T
E23t 2 9128 B &k o], Lehrs®2} Putk-
onen * & el o] ¥y EAo] RE Alztel el
Well Exet= 7o) ole) ez d3yEa
< HEvulsle Buds Rulslkx) ok wEw)
ol glegwASYS Schiff¢} Sasaki*”+ o]
F By Y3 w|Eujg e 4zt sl on, o
of ¥t Ao} FF T PFU, o]2} 8
7 Foll oa) ety P g B
a7} sl

oo = el ofz] o] &-§5 o
Ued, o]shAd R sl A el g A At W
ol MA= 2, ell whllade] rx g 524y

e -

AEd

= HHY Sl AMdE ol uiel el v A o) W3k A
?_7}_ %%8}.}” O] ‘_'E_o_] x% g}_q.s, 1114~ 16, 1& 21, 24 - 26, 28,
37, 41, 53-58)

=3 AE A "G FSY disc Eelolad
ofufo| = Al H 7| odF1 1> gone AP EW £ o
3] Atgte] el ol ov) /9] Wil al So)
s 2o, o) E WA Bo] $HH 24-S
HETHE AM S ol Won? o] 5 eley whul
7HedlE ohd fA4HE Bole A Eo] 9188 A
g Hded olF A4 tygPAL Mol
gtel g o] g ATE A RY WardE®
< A7]°45-& 535ty salivary amylase®] -4
Aol q-& WAL, Merritt 525 o] il
A2 )y YAl I & B8l o0, Azen" Y2 v
R A7 el o] wol ga% o)sAl €t
45 acid urea starch gel electrophoresisa}ed
7hg He] o]gyq ERleko] sbat 2w w7l
il ol A FrEx] - 2ol 27 A 7bx] B3y
£ Holx o ANE sl o] ghA o)
23] g} R ol 4t e} 2 2 Parotid basic prot-
ein(Pb)ole}n W 3s}eict w38t Friedman$ ™
2 Azen® starch gel electrophoretic system
£ -%-8-8}] terminal anodal band & Rol& A 2
= R A el A S BT o] & Acidic
salivary protein (Pa)ele} = 3}51 o) 2] o}y 3
A48 2 pshgc)

Oppenheim-5-2- whole saliva el A += 7] 5] ]
43t2rt o] 54 el ol A 73 | proline- g &)
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WHET e FAHE 4714 DS Bse
31, Azen3} Oppenhim?2- ¢ 3}4] €}§-& alkaline
slab polyacrylamide gel electrophoresisd}o] 57}
A B Ao 3 A 7Ex) R332 O PAFE Ho|
= A& w5l o] g Alo] Oppenheimed]
ol&) olv] B3g] vl Al FU A Y-S Aggke
], o]E-°] proline, glycine, glutamin} aspara-
gine & A}33| ol 3833 9)¢] Proline-rich
protein(Pr)ole}s ®wdslgdc}. o]o] Azens}
Dennistone®2 Proline-rich proteinol o} g+ 3|
A = o}E o] ol ANE BelS oA
¥z o)A o] #v)(double-band)E IR &
Double-band protein(Db)el2} =& s}lg oo,
of el Al o] H-e|7} QlE7bell T3 & 20| & e}
W& F23} gt

Ikemoto§°* & B qlE Aoz o]3tAl
elN & Azen?] W] 2 acid urea starch gel
A7) 3 %3] 71E 2] Pah i 2} Poda) A Alo]
off T} R4S Hol x o} E ghiidlo] Ex3-&
W73} 5L o] & Salivary middle band protein(
Pm) o]} a3kl vl =8 Ikemotos™& ©]3}
A1 €} -2 SDS polyacrylamide gel % 7] % E3}oq
AAE e = oE Oy EAs st
0] & Parotid heavy protein(Ph)olz} v 5}¢]
o},
olfolz el 8 2 F c}HAAS Hol=AAR
4] Salivary Peroxidase (SAPX), Salivary acid
phosphatase(Sap), Glucose-6-phosphate deh-
ydrogenase (Sgd), Salivary esterase(Set) $°]
E}‘% ﬂ*o}ol il%u]’ 9\11:}_.5‘ 33, 49, 50-52)

BHal-g iAoz & elef ghiiadel f4A
ohaE Aol B A 3 Tol ool 28 AR
2-9F3 et Double-band protein®} t©}3j 3 Ale)
A3 W02 ol A kel e}ldW) Proline-rich
protein®] t}3j & Alol W3 B35} glgloen
T3Pl o3} a2t 2w TS YAk
= @ olatd Bl el SR o
A7 BRag nh gla o] 23t A8, 7}E,
A 729 -& faro 2 3 3 o)3l4d el chl Al 9]
o3 @At W3 AF 7} slglnh

A A= 15-qke) el vhi Al o o} 3 & Ak 3}
Aol TAE FI, el 1A 922} g
e} 7)o 3 TS 3] AT AR st
24, Agate] vhi A o} o) A3k FARFwe

o] ¥ o A& Fstr] A5t AR
o Faete] $E5=2) Asigte] AUE Fg
Ao 2 ) A= el & 7}A] A, elef gl A o)
o] 2P uIx o} AR WNEE 2 A}l o) v] el
Al o}gd o] Bx 7} s 24 RaE A
o] vl - HE Y o] & B 2 Il 7o
FA%H fABAT 25 A5k wl2A
QAF7kell Hejnl7t S8 Ao]lFE Hols Pr
protein, Db protein®} Pa proteinol] ©jgF -4
A dale] 24 AFeigct

0. A7rE Y

1 AR

A7l Ade] A oy ol ] f-ARF HlE
A AL Hoslr] sl ygew
A7t A Falieke] 5=, Ak Al x e
PAALE A7 FA2A oA HelA] 4
2 AR 2 (Table 1)& A2 2 3hgd ov,
o] ERFH AFHR o3l EldE ATANEE
AL-g-8hd v}

Table 1. The regional distribution of examined

persons
Region Ullingdo Jawalldo Total
No. of examed 48 35 83

1)e]8lAd elef o] AH 9 Az

o]3}A1 eleY 9] A} 3= Curby(1953)7) et
7| F& <F7F W3 X2 acrylic plastic capsule-g
AL-8-3)od o] F ez,

ety f H 7|2 F7F Qo) 927 Stensen
‘s duct®] JNFHEH o AAsle] sNAF 10me]
o) 3HA] Efel & 15ml-g-5k2] LA F-2| T A A3}
o} QAR e AFE o)A elel L JArS
[AE-E 7] 2 3,000r.p.moll A 158-%FqF 4] 2 e
T og AN FEYENR -70CE FS
Zt ANFE FA A2NZ AZAA -20THA
AL8-A1742] B st o},

2) o13tA et 9] =

Efef o] F&-2 Azen® o] AH4¥t TAAZYL
AFS-3lEH, & —-20CAA 295 T2 AzxA
REEAHVBFAYE ) vl AL ANG
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el 2ko] 1/ 50 # ed &k -1 3] 2mie] $h5-4-of
o8 a3 A|A et ghull Al lew 2 oul 2 & Al A
Al-g-8hol e,

2. ATy

1) 714 %

Azen3} Denniston”2] #}off ule} alkaline
slab polyacrylamide gel( Tris-borate buffer ; pH
8.9, 200ml, gelling agent(Sigma G-2509) 11¢g,
N,N,N’,N’-tetra-methylenediamine (.2ml, 10 %
ammonium persulfate 2ml)-& o] £t} A 7] <]
r Ab8-ske] 200VE

%2 Tris borate 589§

6A1 1R 54 0.5 Al shateh
) & Huhy
0.02M sodium acetate

|- 0.02M 3.3'-

pl’4
Pr

Pr
Pr

Pa

dimethoxybenzidine-& &3§}gt 3 acetic acid®
pH3.30) =l A w431, ofzlel] 30% hydrogen
peroxide 0.0Yml& 3 7}A|A ubE £ 22 pol-
<44 shqic.

vacrylamide gel-&

M. o172 A%
1. Saiivary proline-rich protein(Pr)

Azen3} Denniston{1974)2] Wl o] a2} 55%
alkaline slab polyacrylamide gel-& o} & 3}od
Ar)od B8 A% F 3 '3“ dimethoxybenzidine
hydrogen peroxie -8-2§ . 22 of &}y Alefj ] o g

i 20 2 o] %8k Proline-rich proteingo) 74
W] of] 4] negative staining band® v}eplgoh(

Figure 1).

'T' (+)
— Db
— Db
z
| 2 3 1]
Origin (—)

Figure 1. The Phenotypes of Pr, Db, & Pa protein

Pr& prolineg Wel #€-#8l5L gli= w7l g
band & v}eliir o] & v 7 2] band &8 U 7]d§
Ao a] o] Hx ) =ul =442 Prl, Pr2, Pr3
, Prag} s wmahe] o Pris} Proy- £4 o 848
&)= -7 2] Double-band protein A}o]el] vie}yt
oh g9 W7 E Aol 4 o) % S =@l Prl
7} Prod= ol 54w b whE Priv) Pris} Haisl

kg Balch & Pr1& Pr3= Pr2iz Prag} 54

off vpepyic), uleba] o]4E Proline-rich protein
o] ¥&8 a2 Priz} Prio] vhehbis 448 Pr
1-18, W7Hel band7} 2% viebis 2398 Prl
-28, Pr2e} Pravbviehviis 495 Pr2-23 o2
W gled v}{ Azen and Oppenheim).

ol & A7}l &l 8ol Hated FE T AU
Ful Zhzh 48v, 3598 Ao 2 AL A
o3 e Table 2),

— g3



Table 2. Observed number of Pr phenotypes and
estimated gene frequencies

Phenotype
. . No. of .Gene
Region - Prl-1 Pr1-2 Pr2-2 :
d
exame: (%) (%) ( %) frequency
Ullingdo 48 24 21 3 Pr'=0.719
(50.0) (43.75) (6.25) Pr’=0.281
Jawalldo 35 12 23 0 Pr'=0.671
(34.29)  (65.71) (0) Pr*=(.329
Total 83 36 44 3 Pr'=0.699
(43.37) (53.01) (362) Pr*=0.301

4872 T AIEY £F- Lol A& Pr 1-13 0] 249
(50.5 %), Pr 1-23)0] 219 (43.75 %), Pr 2-23 o]
399 (6.25%)0) 0 1, 35S FAREF AHL T ol A=
Pr1-13jo) 1299(34.29 %), Pr1-23j o] 239 (65.
71%), Pr2-28¢] 09 (0%)°1o™, o] & F 2|9
S 3 A2 Pri-180] 369 (43.37 %), Prl-
23J0] 4473 (53.01 %), Pr2-23¢] 3% (3.62%) =
vebygc).

2. Sativary double-band protein(Db)

Pr 334 =ZA}A] A}4-% Azen# Denniston2]
g o g2 ArjedES ARXFF 3, 3-dimethoxy
benzidine hydrogen peroxide €< 2 < 4%}
7 3} Z- Y ul A o] Pr1a} Pr2 7)) 2] negative band
2 A F3}o Pr band®} Zto] prolineS %ol 34
5t 9] 21} Pr band ¢} o} E 314 2] negative
band7} EA]ell vielils B3 o] F band
7} el =] o= B8 o] BAE ) o] 9) 7o)
g+42] band7} Vel 3 A S Db(+) 3 oletx
slg o, o] F0¢] band7} el & B
3 4-S Db(-)3e]eta sl oh(Figure 1).

Dbe} 7717 28 tfale] 2T} A=
AlgS dale s =A% Aate oL Zol(
Table 3).

48982 AR EE %A= Db(+4)3e] 89
(16.67 %, Db( — )& o] 404 (83.33 %)°] 37, 35 =
ZARRE Al 2ol A& Db(4) 3] 79(20.0 %),
Db(—)3e] 287 (80.0 %)oll o0, o] & FAH &
33 A A 2] Db(+)3e] 153 (18.07 %), Db(
—)3jo] 6893 (81.93 %) & }elyic)

Table 3. Observed number of Db phenotypes and
estimated gene frequencies

Phenotype
i No. of - Gene
Region examed Db(+) Db(-) frequency
(%) (%)
Ullingdo 48 8 40 Db*=0,087
(16.67) . (83.33) Db'=0913
Jawalldo 35 7 28 Db"=0.106
(20.0) (80.0) Db =0.894
Total 83 15 68 Db™=0.095
(18.07)  (81.93) Db =0.905

3. Salivary acidic protein(Pa)

Pr3-olit Db¥ A 7} vl 712 2 Padd A &4}
£ 938} Azen} Denniston(1974)2] v} o} 2]}
o H7)edEE AXF F 3.3-dimethoxybenzide
hydrogen peroxide £-¢§ o 2 o3} A5} 71 M u)
73 ol] negative band & +}ely} Prl band R.t} o] %
&% 7} T2 A prolined ®o| §{-3ha 9lov}
Projy} Dbe}% 4] & t}E negative band”} 1+}e}
+ 7A5¢ 2% A & A7) Bas Ao} (Figure
1).

Friedman3} Merrit @ = ©]2] %} negative
band”} vtelE A S Pa(+)oleta stgle
o, JehtA] o= 73$8 Pa(—)3el=ka 33l
o} o] F7hA] ol tf3le] EEE o} AU
0l 747} 499, 3685 AR AR A=
th-&3} Zti(Table 4).
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Table 4. Observed number of Pa phenotypes and
estimated gene frequencies

Phenotype
; No. of y  Gene
Region examed Pa(-+) Pa(-) frequency
(%) (%)
Ulltingdo 49 16 33 Pa’=0.179
(32.65) (67.35) Pa=0821
Jawalldo 36 11 25 Pa™=(.167
(30.56) (69.44) Pa=0.833
Total 85 27 58 Pa*=(.174
(31.76) (68.24) Pa =0.826

4979 & =AY} S E XA Pa(+)8o] 16
(32,65 %), Pa(—)& o] 339 (67.35 %)) 1,26
BE ZAR AdxdAE Pa(+)3o] 119
(30.56 %), Pa(—)3o] 257 (69.44 %)o] g} o,
ol FA9-& ¢ AA 2 Pa(+)o) 279
(31.76 %), Pa(— )& o] 58 (68.24 %) = ‘}ebrtch.

V. &% % g

olstAd et A o] oF 4 %E 2z s &
Proline-rich protein® whole salivadci] 4] @10z
gel patternsel| A= & 73 &5 7] o]8l 91} o)3kAd
ol 4] o1zl e}l 2] polyacrylamide gel electro-
phoretogramsel 4+ XY &% 7} thE 474 9]
)9 DAL ES 44 BAY 5 AY o) 5e
AP &= a2} Prl, Pr2, Pr3, Prielz 9uj gt
W? 7)1 F NN o] FEE7) =3 Pr1s Pr2
€ o1 FFE7} wE Pravt Prs} Zs) g wsie
Bolct ol2| 3t Fa ¥ wshi= Pr3z Prev} 7zt
Pris} Pr2e] £ Qs vehts g4olats
A& ol Dfale] Exlef olulAl 2MEL
Fato] g Alnl Q. o] & Wrlx) ulale
33tA FAo] fAlEHA dehubw, 2 gkl A o)
ofu] At FA)-& 22~27 %2) proline, 20~ 22 %2}
glycineo] @Wo] T &= o] 9l W cysteine,
cystine, tyrosin® X §= o] 9] ¢Fom 26~3
6 %2} glutamine acids®} asparatic acids5 A4
otmjiite] Wol HAEE &, o] olmatELS
Ao E3hs]o] Q1-& well= amided el
glutamine, asparagine® & Zxj) 5l 7 2. 2 o]
A,

EZ o] Pr A Eo dig JARA A3

FHAA Aol Sl 207 o) AH e T
3 =} Pr1s} Pr2el o3 #4%cky Ras 3
A=Hl, ©]21 % Proline-rich protein®] ¥383) 2 &
Pr13} Pr37} Yelrt= Prl-13, 471%) Prebl Al &
o] =5 el Pr1-23, Pr29} Pr4v} vieh}i=
Pr2-23)e] gli=dl, ©]& Proline-rich protein2]
E¥Y Ao Felnle) f-Ax Wwo) gt B A
o] A EFE9 FA2 WEI} Pr'=071
9, Pr'=0.281 AU x 2| HHx} WE7} Pr=06
71, Pr'=0.329 =3+ F2d& 3 A9 Pr=
0699, Pr'=03012 vephgon, Pre 3¢ &3
E7F AR E B} A Gelgted], ol e $ 25
dl A+ Prl-13e] @Wo] veldd vis Y s
2] A $-= Pr1-28o] wo) vjehytr] wjFolc}

°|AHE olv] Rusl QFAde] PrEd Al
o] Eeful 28| 3 $-3 A} Wl =9} v) wald g5t
Zt}(Table 5).

Azen3} Oppenheim®®] v]3tel] 78l &9
799 & A2 2 2 A Aol A Pri=0.80, 23
A 408 & =AM A3 Pri=0.842 L3 g
Friedmang-*2] ¥ 2l 139 & 2 AHgt A}o 4] =
Pr'=0.68% v}e}yti, Ikemoto2} Tomita*?e]
dEdE o2 & 2AloA Pr=07622
e, ol Sl A wWele] A9 0682 s}
A el o w, F3al dBel Fele v LatA|
b o S5l d#1e EQlA R} Pry
2EHEY A Pr2-28 ¥ 8 Aol vlg) A on
wol viehdria g},

R Q] A Ao g o], Fojy)se
o] ol A= Prl-2 B8 & o] Pr2-2 AR
Brh go) YehdAl B 2 olxo} Aol 27
A, dEAAG AGe] v Aere Helw
ol & okA]o} x| FalE Alo)o K& 22q A
°] 0.842 7M4 ¥@, d¥a Fxto] 0.762 713
wow, I AHgre] 081, 0.792 2F7)FHe
Holx g} w e},

ol21% A= FA < alQl Group specific
component(G.C)2] t}3 3 A} Glyoxalase 1(
GLO), Adenosine deaminase(ADA )2} Haptog-
lobin(Hp) tty @Al Mx 222 388 Ho|x
Atk shedl, o2 T Hre Pamn
obuz} el Ao s 39 Az} Yra
ke 74 91X90¢ & 5 ok g,



Table 5. Observed number of Pr phenotypes and estimated gene frequencies in various populations

. Phenotype Gene frequency Cited
Population No. of e
P examed Pri-1 Prl-2 P22 Pr Pr Reference from
Negroes 79 52 22 22 0.80 0.20 Azen and 2
(USA) Oppenheim, 1974,
Caucasians 139 60 70 9 0.68 0.32 Friedman et al, 23
1975
Japanese 131 75 50 6 0.76 0.24 Ikemoto ar 1 32
Tomita, 1979,
Chinese 40 28 11 1 0.84 0.16 Azen and 2
QOvopenheim, 1974
Korean 118 80 32 6 0.81 0.19 Lee, 1987 61
Korean 100 65 28 7 0.79 0.21 Ku, 1988 59
Korean 473 233 209 31 0.71 0.29 Lee, 1989 62
Korean 83 36 44 3 0.699 0.301 Present study

I 29 Mg, AT, AFAGY Fag
o2 j o] dAFdME AlXT A e
Pr=0.712 F3, &4l oo A Jehgdod
AR gut By Pr=(7822 £33} d&ql
k] 71g-d| $ X822, 7}5-(Pr'=0.670), A 3
(Pr'=0.687) x| Qo] Pry o] Eo]3F Ho] gl S
AR FAFE gich

E AT AFANAME £EE AS$ Pri=
0.719, AHE £ 2] A Pr'=0.671 FA & g

A 8] Pr'=0.6992. 24 $33} JRHcis vz
A A el e olE 59 AN E T4 o
o] Pr 3l gt Eo]3t o] IR g} ALEH
v, ARz o] FA A 2] HA ol A F-2)jF Hfo)
E 1A 5 Jong FYopelAdal
]l, 481l A Hogh xolr) vk 2w
t} $19 AL B2 B AFATe) e
o A Qo] A o]v] Rug g-S w3
st By o}-g-3 2c}(Table 6).

Table 6. Regional distribution of observed number of Pr phenotypes and estimated gene frequencies

in Korea.
. No. of Phenotype Gene

Region - 1
examed pr).1(%) Pri-2(%) Pro-2(%)  freauency
Seoul 163 104 47 12 Pr'=(0.782
(63.80) (28.83) (7.36)  Pr’=0218
Kangnung 179 72 9% 11 Pr'=0.670
(40.22) (5363) (615)  Pr=0330
Chejudo 131 57 66 8 Pr'=(0.687
(4351) (50.38) (611) Pr=0.313
Onyang 118 80 32 6 Pr=0.814
(67.80) (27.12) (5.08) Pr'=0186
UlNingdo 48 24 21 3 Pr=0719
(50.00) (43.75) (625)  Pr=028l
Jawalldo 3B 12 23 0 Pr=0671
(3429) (6571) (0) pr=03p9




Ag - 2oFe] 7= Pri=0.782, Pr'=03814%
79 AIH(Pri=0.79)9} 7 F3U3} d£
kel 7pEdl 928, AR, AFE, E55,
AdsE 2+ Pri=(.670, Pr'=0.687, Pr'=0.71
9, Pri=0.6712.2 vlad @A Jelhti sledl,
ol vl =l AR Y FulFo] BF 4o
Ak A zZHE & WEe EAldAE F53 d8
ol Ak F2hell ¢ixlala, vl YR sk

EA A dell A= Pr 3 g o] di 3 Bo] gk 3 o] Q1A
v} AtEEch

e e A e FAd AAS
Zrzbated £ A3 A &3 232 e ES
Pr g3 o] £X 3lojA #2 Aol Holn,
A5, AT, 8 A AHEL e Prid e
FEEoA A F2ld 2ol & Holx] i lrH(Table
7).

Table 7. Chi square values of gene frequency(Pr phenotypes)

X*= (1, 0.05)

Seoul Kangntng Cheju Onyang Ullfing  Jawall
Seoul %*9.23 *6.84 0.83 1.67 *3.91
Kangnling 0.04 ¥1320 0.55 363
Cheju *10.52 0.33 0.06
Onyang 3.65 %*6.38
Uli¥ng 043
Jawall

% Mark indicates significant statistical difference( X%, 5= 3.84)

Takaesu®% U&-2] FA A% Fui2} Proli-
ne-rich protein®] §HA} WE-EF FALR T v}
9l+=d|, Amami+ Pr'=0.771 Pr’=0,229, Okinawa
£ Pr'=0.656, Pr’*=0.334, Miyako+ Pr'=0.75
8 Pr*=0.242, Yaeyamait= Pr'=0.746, Pr’=0.24
42 el oy, dE YR BE A7}
froj Aol o sl o} Aol a2} {3 =}
ul %7} o} 24 vpehbe, Okinaway ¥]li3 w4
viebuh 2 yke) x)od-2 Eqle wiqle] A E
Holx glchar Jir)

Double-band protein& 19743 Azen3} Den-
niston ©] Proline-rich protein2] t}& 3 Aol 3}
Z2) ol A A E e, olxhl cj e BY
82 o7} &2 5t Db(+) 3 = A 71 £ 5}
2] ¢4 Db(— ) 8% 27X 2 el o] 21 Y
2 Db+<21AHg el 9 sted -9 fcia gt o8]
& Db protein®] T8¢ Fejule} fAA
2o g & A7) AN EF5 29 FAA}
¥l =7} Db*=0.087, Db =0.913, At = 9] 4=}
Y17} Db*=0.106, Db =0.894, ¥ 2 =-& %
A A9 Db'=0.095, Db =0.9052 vle}lygt.en,
o] & olw] Bu¥l lFAwhe] Db 3ol Fejw)
o} A=} NEE vwsle] ohg3} ZFeh(Table
3).

Azen#} Denniston®-& wW§ql2] 739 Db'=0.1
2, 218 Db'=0.56, 721 Db*=0.072 1}e}
woha st Felo] 714 Frka #19).eH, Tke-
moto ¥} AP &gl A5 Db*=(,
058 vebdtia gl

o]®of] ot FFRAF LoFoll AL gl AL
iAo g zag dil Db'=0.0622 Jebg
3L, =3 F-2}71%9) 3H=qlof Wi A3t Dbt
=0.672 Vel st o] F AP Aol
Db* A W x 7} Eql Agde] 7} F2, )
S0 W3 ctoln], ofr|otalH FrlEe] wlx s}
74 A et 0 2 gl o) 8l g aje)
Z 3ol 3l E38] ofX]o}l x| FUE Fo
A Pryas) opavlr g2 F3qle) 714 ¥ar
o #-ql Fcto] 7H4 v om §hq) Ao Fql
I &l e F2ge 2 ephdrlw §i,

A ool 2§t A&, 7HE, AR o) AAH
el Db* Hlx = 00388 FB ofr|e} xldql
Faql, 8l Adal v add o FAR gleg
el ot o] E Zgrrc} oFzr 3 Jehte
dl, A& Hekal 1l F53) &9 712w 9%
322 7HE, AFAY Db AT Eolt
o) qlxl o} Bom gt
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Table 8. Observed number of Db phenotypes and gene frequencies in various populations

Population  No. of Phenotype Gene frequency Referonce Cited
examed Db(+) Db(—) Db* Db from
Negroes 100 81 19 0.56 0.44 Azen and 4
Denniston, 1974
Caucasians 81 23 77 0.12 0.88 Azen and 4
Denniston, 1974
Japanese 131 13 118 0.05 0.95 Tkemoto and 32
Tomita, 1979.
Chinese 54 7 47 0.07 093 Azen and 4
Denniston, 1974
Korean 118 14 104 0.06 0.94 Lee, 1987 60
Korean 100 13 87 0.067 0.933 Ku, 1988 59
Korean 473 25 448 0.03 0.97 Lee, 1989 62
Korean 83 15 68 0.095 0.905 Present study

£ A7 Ao Me £559 4% Db =
0.087, AH4=2] A% Db* =0.106, ] & Y99
A2l Db"=0.0952 dvehted], o)l F24l,
e AR FA Jebdon, gl o §t
o] - 72 AFN A Betx F4 vebged ole
3%, AYE Ade] Db YA = Eoljt
el AV &5 FAZ 4]

A9 g B2 B A7 Ao} 59

E Aol thefA olv] Lugd AAE ¥ - 3L
Fsle] ¥ the3} ztc(Table 9).

Table 9. Regional distribution of observed number
of Db phenotypes and estimated gene
frequencies in Korea.

Phenotypes
L No. of —————— ' Gene
Region examed Db{+) Db(-) frequency
(%) (%)
Seoul 163 15 148 Db*=0.047
(9200  (9080)  Db=0953
Kangnting 179 5 174 Db*=0.014
(287)  (9721) Db =0986
Chejudo 131 5 126 Db*=0.019
(382)  (9%.18 Db =0.981
Onyang 18 14 104 Db*=0.06
(11.86)  (88.14) Db =094
Ultingdo 48 8 40 Db*=0.087
(1667) (83.33) . Db =0913
Jawalldo 35 7 28 Db*=0.106
(200)  (800) Db =08%

g7 oFe] AN AMe Db wlxr) 7zt
0.047, 0.06°22 F=3 & 7129 9 xsh}
74EH AF=Y H$= Db xr} 2zt 00
14, 0.019% w33 A Jelgon, 439
<359} AYx9 Db Hlxr} zhzh 0,087, 0.
10622 33 A4 88 4 5 Usdch

o] el e AR wEe) FAA S
ztz} sted & 23, Db A o] B X o glolA, A&
I 7E, 7HE T 2k AT &5, A5 A,
Ao} 2oF, AT 5, AF AY el =
e &7F 55 & 7 ek (Table 10).

AEQJAME A o] & o] & 2 AL v}
9t Takaesu*¥e= AL FAAx Fule] Db
proteing] A2} Wl EE A}, Amamis
Db'=0.066, Db"=0.934, Okinawat> Db*=0.03
8, Db"=0.962, Miyako¥ Db*=(0.052, Db =0,
948, Yaeyamas= Db*=0.041, Db =0.959& 1}€}
G B TSI T, 0] Fo] FFAURL Wt T
+ Holn Flo= B 2o & Bolr)a 3}y
=

ol AT} o] EE, AYE F X FfAe] Pr
protein®} Db proteinel] th3t ®33 7} §-Ax}
=& ZARE 3-8 29 Pr proteing] {2}
NEE 22 5fdqd S, 24D 182 35
9 o8 Mg vlws A 2F dr)E sh §4)
3 2% el Db protein®] HIEE &A%
Aol & Holi givh,



Salivary acidic protein(Pa)® Pr =+ Dbe}
o} 37}2] & proline$ o] H:-3F1 Q171 ool
o] & prolineg W] ##3t1 = YA E Alo]
o] glA o thale] FAlo] Rolx2m®, ol &
A 4A A= Pa-Pr-Db 22 A@5 o] 3l&&
b o}? 28] 3 ©]F prolineg ®ol FF3tn
gl o) 34l il A B2 o]3il o] XA A el A
A Bl 152 2Py o3 HAA
2 Aojo o)ste] o] Fojzle] uhE o™
, =3 Pat el 9] Ca™ FEF FA3=dl 8

%} Q&S 3}=4), hydroxyapatite] 3 A3-2 v}l
&}od x| o} EH ol hydroxyapatite 23 o} A A s}
A& AAA A Aot F&hd )

o9} Z+& EAE = Pa whiale] fAx}
HIE = 285 Pa=(0179, Pa=0.821, AH ¥ =+
Pa’=(.167, Pa =0.833 °] & FA14& 3 A
o] Pa'=0.174, Pa —0.8262 1}ebyteh.

o] A3} o)v] Xugl QJFA e Pa ¥
o] Balw) 18w §A 2} wlE o} vl w5 oL
Z+cH(Table 11).

Table 10. Chi squre values of gene frequency(Db phenotypes)

X2==(1, 0.05)

Region Seoul Kangnling Chejudo Onyang Ullfngdo Jawalldo
Seoul *6.36 3.32 0.52 213 * 340
Kangn¥ing 025 %977 %1349 %1638
Chejudo *8.61 *5.70 *10.79
Onyang 0.68 151
Ulllingdo 0.15
Jawalldo

¥ Mark indicates significant statistical difference(X%.s=23.84)

Table 11. Observed number of Pa phenotypes and gene frequencies in various populations

Phenotype Gene frequenc -,

; No, of  _ yD! a y Cited

Population examed ety Pal(o) Por Pa- Reference from

Japanese 224 85 139 0.212 0.788 Tkemoto and 32
Tomita, 1979.

Caucasian 330 126 204 0.214 0.786 Friedman et al,, 23
1975

American 122 31 91 0.136 0.864 Friedman et al, 23

Blacks 1975

Oriental 6 4 2 0.423 0.577 Friedman et al,, 23

American 1975

Korean 473 187 286 0.222 0.778 Lee, 1989 62

Korean 85 27 58 0.174 0.826 Present Study

Ikemoto®} Tomitar} Y E IS A& XA}
81 3} Pa'=0.212, FriedmanS-o] W al-& s AFL
2 Z AR A3} Pa'=0.2142 et AL o] 27t

@3 ABe NA 2 Aol Pa'=0,
2222 bt A2 W5E 528 Ralth 3=
o AYE FUE NGO & & A2 Ao



A Pa'=01742 <lell ohqt o] Ax}se}
AL - At viasle vl A Y7l
Pat A R-E o) gl #2133 Aegsich =3
£ 479 AAe} A9 o E Yo A
oln] v yyl A v - 133} B )L
2t} Table 12).

Table 12. Regional distribution of observed num
ber of Pa phenotypes and estimated
gene frequencies in Korea.

Phenotype
i No.of prry  puo_y  Gene
Region examed  FR(T)  Pa(-) frequency
(%) (%)
Seoul 163 43 120 Pa'=0142
(2638)  (7362)  Pa=0853
Kangnling 179 80 9 Pa*'=0.256
(4469)  (5531)  Pa=0744
"Chejudo 3] 64 67 Pa*=0285
(4885  (5L15) Pa=0715
Ulitingdo 49 1 3 Pa'=0179
(3056)  (67.35)  Pa=0821
Jawallde ~ 35 25 Pa*=(.167
(69.44)  Pa=0.833
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329% el
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894F by,
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{Abstract)

A Study of Polymorphisms of Proline-rich Protein, Double-band
protein and Pa protein In Ullting-do and Jawall-do

Soon-Min Chung, D.D.S.,MSD., Chong-Youl Kim,D.D.S.,M.S.D.,Ph.D.,

Department of Oral Diagnosis and Oral Medicine,
Dental College Yonsei University

After alkaline slab polyacrylamide gel electrophoresis and 3.3 - DMB staining of parotid saliva
from 48 peoples in Ullling-do and 35 peoples in Jawall-do, the author have got following cor -
dusions,

The gene frequencies of Proline-rich protein in Uliting-do were Pr'=(.719, Pr*=0.281.

The gene frequencies of Proline-rich protein in Jawall-do were Pr'=0.671, Pr’==0.329.

The gene frequencies of Double-band protein in Ulling-do were Db*=0,087, Db =0.913.

The gene frequencies of Double-band protein in Jawall-do were Db*=0.106, Db™=0.894.

The gene frequencies of Pa protein in Ulling-do were Pa*=0.179, Pa =0.821.

The gene frequencies of Pa protein in Jawall-do were Pa*=0,167, Pa=0.833.

The gene frequencies of Pr' of Ullling-do and Jawall-do were lower than those of Pr' in Seoul

and Onyang, but similiar to those of Pr' in Kangning and Cheju.

8. The gene frequencies of Db* of Ullling-do and Jawall-do were much higher than those of
Db’in Japanese, Chinese and other populations in Korean.
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