HEHRWEBILEZEH TS PTH/PTHP ZRKEEF LR DT

L TR CPIERSEIEA R,
WEE iRE (TR,

Sl W (THEAEBAR),
T (TENFEBAR),

B OES (TERENER)

KEYAORDS=0ssification of the spinal ligaments, PTH/PTHrP receptor, polymorphism

(HAREE]

(] +

g E & OREA e S TS PTH/PTHIP
promoter ";’11‘10) (AAAGIn ZBi- 2T, case-control study (&

'%Wﬁﬁ¥(PHmDU)%
L 0B ErE~D#

LSS A fEt Uk, [J7k]) FAEir B {baE#l 17441 &, control & LCIEF ‘[E%‘E_W'JQZWJ#%
genomic DNA # i L, P3 promoter {8k (AAAGIn #8520 C, SSLP & W TH

JIE 50> genotype % H it L, genotype D4, allele o L BHEEHY
A 2FHOEIC L VR L. [ER] PTHRI P3 promolter {Elko (AAAG)n £HIZ
£ genotype #)E, allele % -4 E 225t

A TIREM

EIFSRIR AL v (PTH) (kb3 7 SGHE %
W4 HEEDEAETHY, BELOEREOE
/¢ target tissue T 5, Fiz, BIHRERAALETCE
WA7F [ (PTHrP) i3, S, &AA v simid
OFEEEE L L TRE SN/ PTH family (BT 5
B 8 T & D, PTHrP i1, £ < @ M & T
autocrine/paracrine WNZH:H3 5 Z S A G AT
ENTEY, BIIEERE TR T M S
B K Fet R~ O A b A B L, PR MR AR
HELREHERI-TL éi’b‘(b\éo

FAEEIHE & TR B RE (21 L Cik,  sIHUIR IR
Rl J“ﬁl]ih’ﬁ‘ﬁ%}h”ﬁ'ﬁ‘ﬂ:?ﬁ?i%ﬁf IE H T4 &N
WESNTWAEY, F, FHEWEE{RESI T, 7
i NRZSWREET PTH 043 ER S oo
s, BHCRNREEHE O T RES T oo Wl REN A FR iR
ENTHEY, Frr bAMEHORE L LT, Y
g (OPLL) Bo i 4 PTH %L & #liE L7z,
%wﬁ%OHL$%THMW’£5HH@L?ﬁ
[ A28, #io, S505ELL L TH I oy VA T
PTH {4 7% L, % TRPBSEWHINFELEZY,
o2 1 F 7, BEEFARAT R & A VDT 21T
OPLL SEM B AN, #EEH kit O 72 b
F U, BRI ERIARIC BT, PTHI *rﬁ‘%
LT cAMP BEAEN 200 %L ic ER4 AT
U n, — 7, e mskMiiEE PTHICIE S /w‘:
el Zed=ok ¥, a2k kv, OPLL EM T
PTH (234 % % F AR A R AT
LTWas I EaHamli-,

ALK, BB

FALOEE L OREEE D
bR
ANEY AR AT TN A

PTH & % i PTHrP 1% &4 PTH/PTHIP
receptor (PTHR1) %47 L C# OEH & 584 5,
PTHR1 #{=-7-t7 % 3 ->0 promoter (P1, P23 L
P3) MFEI A, 2@ HH, P3promoteridk BT
DHFOEEDPHRINTEBY, B LUE TR
Hxx+5LINTW5S, O THR~3, P3
promoter fAMIZ (AAAGIN ZRINRTFATAH & %
oo L, &5, BEAEARHRLELT
genotype ##EHT 5 L, 6/6 (AAAGOMER LA 6
I_IO’) aliele AvilsF & LT genotype 2125 O£ 8T

1, 5/5 (AAAG D LAY 5 [E|D allele 7‘3\71“{-& L
T genotype i) (CH L THESE L, R
v—ﬁ—fﬁéﬁ$7ﬁ%/t)//)/#Mﬁf
= L7Y, L7 - T, P3 promoter ff 3 @
(AAAGIn B3I, BHOMEIM B DR N
FLTWAAREERE 2 L,

AKEWOHETH LT, JOFREIZEDS
PTHR1 #{EZ T2 R b o848 S5+
5Lkt A7, case-control study iz k54
REMEAT & 1T - 72,

B. BIRAiE

FHIF S IERER 1748 s, = br—n & L
TIHAT LTI 92 8 2 N s THRAT %17 - 7=, w1k
JESERIIE, OPLL AHETHNZE L T D 58 FHEw
Wi ERXPICTHREBIN L O & LT,
TR EOIEFOFM M A S genomic DNA %kl
L, figfric v,

(AAAG)n SR OfFTIL, PTHRL #&{=F® P3



£ 1 PTHRI1E{=T P3 promoter fHE® (AAAG)N 2O genotype $5E

genotype B IEEMLEE
3/5 0 (0.0%) 2 (2.2%)
3/6 0 (0.0%) 2 (2.2%)
3/8 1 (0.6%) 0 (0.0%)
5/5 81(46.6%) 46 (50. 0% )
5/6 65 (37.4%) 31(33.7%)
5/7 5 (2.9%) 0 {0.0%)
5/8 0 (0.0%) 1 (1.1%)
6/6 18(10.3%) 9 (9.8%)
6/7 4 (2.3%) 1 (1.1%)
=t 174 92

#2 PTHRL&{=FP3 promoter B (AAAG)n &R0 allele $1¥

allele B1LE FEBMLIE
3 1 (0.3%) 4 (2.2%)
5 232 (67.0%) 126 (68.5%)
6 105 (30.2%) 52 (28.3%)
7 9 (2.6%) 1 (0.6%)
8 1 (0.3%) 1 (0.6%)
&t 348 184

promoter © (AAAG)n % 5 {efA %, 2/ PCRIZ
T #8F L, SSLP (Simple Sequence Length
Polymorphism) #% B\ T4t L7z, 1lst PCR®
primer (¥, forward : P3 (—254), 5 -AATAAC
AGGTTCCTGCGCGC-3’ «, reverse : P3R (+
205), 5'-GGGTGCAGAGCTGCGTCAGG-3" # Hi
V7o, 2nd PCR @ primer i3, forward:P3{(— 175},
5 -GAAGCCACAGCTCCCATTTC-3’, reverse:
P3R (— 34), 5 -TGCCTCGGAGCGAAGAAATC-
3% M2, K IEH O genotype R E L,

genotype O, allele DSHE & FHMWESILnF
BIZOWT, A4 ZERBRECLDHBEERN LS,

C #E

P3 promoter fig o (AAAG)n £BI-E LT, 7
R A uiE S L OFE B (LIERE# D genotype $HE
#F 1z, allele 8823 2 2454, WmEEM®
genotype Hi, allele BIEIZHEI A0 B =LA
BT,

D. £
FrDEFEAARAEZGRELEINRE TOHE

T, (AAAG)n &8I0 genotypeb/6 Tt genctype
5/ LT, BEILBENEL, BB ~—H—2
xR L », AAAGE B EREIZEBT 5B /A
o LIREEWIZ 54 d Z L s8R s N, £,
B Mo 2 EE OB HHREME (Sa0S-2 cell,
HOS cell) 2 AAAG3 /vt AAAGS % 7@ PTHR
P3 promoter % transfect &7 & 2 &, miE oHlE
¢, promoter JEMED AAAGE THRELIENE LS
FESRLRLY, ZO®EE, BLU, BRI
OAL T ATFHEMNE ORAECES L TnhA I L 2 RIE
THINETORE (L, 2,3) 2 TEEL, fix
LT ORE LT, Thebh, BRSgs
il Tt AAAGE DI E B & <, T - H
PTH/PTHrP OERR T ASBEERICIFTEL, 20D
ERWNEETETEROTLEES BB L, FHESEE
fbDFEAIZ RN D, FENE, ZOERERET S
T DI EIT > T,

L L, SEloifest 4 Crd, PTHRI #ic+ @ P3
promoter #E (AAAGIn £ L FFftara ko
AEIZOWT, FELMEBRALR o, Lz
Ao T, PTHR1 #E{x - P3 promoter $8hk o
(AAAG)n 2B HFHEHE{LIEORAECES L



VLSRR LV,
A%, RBHEKE, Sil&ir, Bl Bibodt
B>\, MBAOBRKNE2IT Y PETH D,

E. fak

PTHR1 &=+ @ P3 promoter fgike> (AAAG)
n 28 LS RO FEZ VT, BERAK
A bhighoi,

(&% k)

1} Okazaki T, Takuwa Y, Yamamocto M,
Matsumoto T, Igarashi T, Kurokawa T, Ogata
E : Ossification of the paravertebral ligaments :
a frequent complication of hypoparathy-
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4) (R IERE, hREEEHE, Y E, & Rt #%
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R EERFOER, OPLL O 5K & 3 L T. i
40 : 789-796, 1997
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AAAG repeat polymorphism in the P3
promoter of the human parathyroid hormone
(PTH) /PTH-related peptide receptor gene and
adult height, urinary pyridinoline excretion,
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TeF-B1 EaFEE L HHBRMPFTBILE L OBE

e #iE (BLERERRKEERAR), A KR (BLUESERREERAR)
HE OUE RRKPERFETFRRY ) L EERS A2,
H E#E (RERZEERANARY /7 LS80SR 2

KEYWORDS=transforming growth factor beta gene (TGF- 8 #8{5¥-), polymorphis (2%Kit),
ossification of the posterior longitudinal ligament (1% #8085 {VAE)

(ARES]

369 4% OPLL BE B LUROPLL A bhAvar ho— L 224 £ %18 2 L TGF-8 1
BT O T I Ny —g 2 AICEET 5 T CERMAR e, FORKE, WHTEED
FANRAFIOE TSR 288, BHELAOBIEHEC b OPLL 2383 515 BFCCC T
LIVOBEERGBIZE N1, L EL W, 2O TGF- B 1 #1527 %%+ OPLL 35E 0 B E R
T Tt <, OPLL FIZHEWTEE OB LHEICEEL T T ERHI2 b0 L EZ LN

7=

A THREM

FHEEREEFE (OPLL) ORI, 2EY
OBEHERPES LA EEZLRATWAR
F O TS 5, TGF- 8 1L BAH 0 H R 7
LT BERYA MIA 2 THY, OPLL OF
LRI FORENIEH I N TWDHY, T,
TGF-81 BfaF® exonl WO FFAi—rx
AMEIZIZ T—C (Leu—Pro) Z£RMBEEL, -0
ERBMFED TGF 41 OBRERE LRSS DF EIC
EEEPEZ TCHWAHZERERSR TV S, Kifge
T, ZOTGF-8 1 8ia1-£8 & OPLL & OR#E
DWTHRETAZ L2888 LT,

B. WARA*E

3694 MOPLLHAE (FE 2684, #1114, EHy
F 595 B LU0 L TOPLLARES L
Wy ha—aA2244 (B1164, &1084, Ty
FEEn 65 5 XL, MBEOKRMMD,S
genomic DNA 2kl L, TGF-38 1 &5+ ® exonl
WCT T-C FRMRFHETLHEHKE 2 20 sense
primer # i\ polymerase chain reaction (PCR)
ECHE Lic, 0% 1% 7T e — A M TER
KB AIT -7,

L N oFERREHYE, SR b b,
M3 L UMEHEDOIRE VBB TH -7 OPLL BH 95
lEstg s Lic, L M@, R
IZHE, Bl EEL, o8, BAeN, £0
iz S L, £, HEORXEEERHE L
fro SOIZHIHERS L UNBME L - b7 A TR

F5iF 5 OPLL M EEF~<7-,

OPLL BF Loy bu— i858 aHmb L
O, MIEREH OO EIZE T 5 E8 Mmoo s
WL x PSIERE A v, £, BEAFIEIEO
B2l Welch's t-test & v /-,

M, RFRIIYRFOMBERS/ITTHAREN,
WRAELT I LN 28 NEERA L L TRE
wiglc,

C. HIR#ER

PCRIETIE, TGF- 81 BEFOF I VrBLUY
b BEEABETE, TT, TCELWBCCHET
VAR THh -, 20 5 5, OPLLBEFH G T
LAAETT: 704, TC:1844, CC:1154THhY,
o he—)Ld TT: 434, TC: 1184, CC:634
Thoto, THEETT LAOSTRICHE ST
BEZ R (p=072),

ML b AT, OPLL OvE{LizigiidEs:
R30M), SEE30F, BEE 334, FoMmA 14
SN, TG TEMOSHICER LA -
72 (p=031), £/, EXFH{EEIXTT, TC, CCH3,
FThEh47mm, 5.1mm, 55mm T#h ¥, Eixs
Mot (p=07), EFHEORTITIT, 9541434,
O OPLL BE THHELUA OESICOPLL 8O 5
Too FAMEIZ DA OPLLAESH LN AHBE (CRE) L5
HELIAMCH OPLL A3 bh 5 8#E (CTL #) T
TGF-B1 @& Mme ke L= 25, CTL
BETCCC FULILOEENEEICE > (p =
0.0142),



D. £%&

TGF-B 1 B FER L 28 0 F 8 & OME AR
NREBEORETIE, CC OT VL EREL2LOIE
BEOEENEL, MPOTGF-31 OBENE I &
AEHEh TS 2, LaL, SEORE TIL
OPLLEH L2 bu— s ORICEEZEITR S,
TGF- 81 BRTS8M OPLL B4E O & B R T
EEEZIZCW, L, HHEUAIZH OPLL 235
BHHNABRFIIBWNT CC T LA >LOOHE
NEMD o2 vk, ZOBREFEMIIOPLL B#F
BT ESORIEFEICEES BT L TWAHARE
PEAVRIE S LT,

E. 5%

TGF-81 BEF O 7Ly —o 2 AR
FHET S T—C &M OPLL B4E O EEREF- Tidde
LAY, OPLL oW T2 OB {LBRBICEE L
FIELTWA N H 5,

F. IR E

1. FRICHER

RIERE T,

2. FORER

NDHEG, SKREE, alEHn, K&—4% &
H—1, HBLZ, #H LR, KEAE:
TGF-beta #1157 %8 & FHE& M A F(LE
(OPLL) & P9iE, %160 [ ARERAREEE
RS« KB 2001, 10

1. Kawaguchi H, Kurckawa T, Hoshino Y,
Kawahara H, Ogata E, Maftsumoto T.
Immunohistochemical demonstration of
bone morphogenetic  protein2  and
transforming growth factor- 8 in the
ossification of the posterior longitudinal
ligament of the cervical spine. Spine. 1992 .
17 : S33-6.

2. Yamada Y, Okuizumi H, Miyvauchi A,
Takagi Y, lkeda K, Harada A.: Association
of transforming growth factor beta 1
genotype with spinal osteophytosis in
Japanese women., Arthritis Rheum. 2000 ;43 :
452-60.

3. Yamada Y, Mivauchi A, Goto J, Takagi
Y, Okuizumi H, Kanematsu M, Hase M,
Takai H, Harada A, Ikeda K. : Association
of a polymorphism of the transforming

growth factor-beta 1 gene with genetic
susceptibility to osteoporosis in
postmenopausal Japanese women. J Bone
Miner Res. 1998 ; 13 . 1569-76.
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BHROFBRILEESNCHSTHL IF U 2EKERTFEE
£ ZUNPPSEInF 2R DR

WiZ (THRERTKERREFN R EIENE), i

TR OFE (TERFRAREEFRRBEA AR

KEYWORDS=ossification of the spinal ligaments, polymorphism, Leptin receptor,
Nucleotide pyrophosphatase (NPPS)

(ARES]

[ B8] FHESEEIEOEFT A OFENBEET Ch 2 L7 F S RINEIE T L OINPPS
BETOFHESEFIE~ONEE2BMNT 270, THOBETOER L BLORE IS
OFHBEEMT L, [FE] @80 L R 70285 L, genomic DNA # (& L7 4% HEE
FESERES 130H 2%t E Lz, L7 F 2R ERIEF 5 #177, B LUNPPSBET-4 40
SNPs{Z 2T, FAEHIOD genotype # 3G L=, HHEO LI E{LERH D CHEL, BHOEIL
DATH B D & TR E (L4 3 5 TLREIC 28 L, MEEL o genotype OB 12> CHIEE
ZREET L7z, % genotype [Z35 2R GHIEE{CHEABIZ > T, AR L, [BER]
TF L FEEEET O ABIG £ BT, TLREHICHIC G allele 12 DA%
7ro FE, genotype 28 GG OHEFIE, BILHEERA L VHGICH -7, NPPS BETO
IVS20-11delT 282350 T, TLHEO B CREO B~ variant allele % 4, > D%
rofz, E£7z, variantallele & & DRERE, BHEKRERE MHmIch -7, LilkLy, L7
F L RERBET-3 LU NPPS 811G T 2 SR B b 0 /A e B 1o [ 5.3 2 B gt 3 e &

BE (TIEAERFBIESTER &R,
F (THERYA LG EN AP, BB T8 (TR SRR,
W (TUNERZREFIIERREFARN), W IS (TR KRR 2R IR,

.7z,

[IZC&HIZ])

FRHRH HACIE O RERIC 1T, 2K BIEM A
Y, RFTO A =7 7 05— & oRE
EINOMF B D EEZHNDM, FEMIERETR
NTH 5,

—7, THET, FHEEERICEOT T LE L
LT, Zucker fatty rat - ttw= 286N TH
N, FOREEEAITCICEHIN TS,

Zucker fatty rat (fa/fa) BV TBEERE,
Wiz 2427 v FThDD, FEWHFONE, 4
TR, BB LD D ERH LI ERTEY Y,
FHPHEETLIEOETAEH THDL LBHE I AT
B, BTy PORKZLVFEHEERETOI R
L AERTHY Y, FORR LT oS EwTw
THUH Y ROFBEENMETL, L Frovsr
WAREDRFREHEIN TS Y, LTFoR/mERKOT Y
Y RTHDHLTFUR, RSBV TESR SN
LARNE T, B, BERBEO X —
M2 AT IR TH D,

FHEE LR TR AT, RO SHnZ
Tk, LITFDU ST NREEEDT v R SR

MEFLEETZ - Eob, LFFLr—L7F o5
BRRORE BTN AL OREIZE 59 5 7THE
PENEZ LD, Hxid, TAET, BEEMNTO
WiF V7 F AEORITE, FIEESEHE S L O EMm
KRTOVTF S FRREGALREOBRE T, L
TF =T F R BAER EFRERE R 03 L
BEOELYICOWTIRREIT > TE L, FOFEE,
FHEE TR L MES i mig v 7 F A E
2@ < BHARELOREERR ICH L7 F o mEH
MG+ A08E0HAd Y, LTFUSFEREE
FHIFEHHBICRBL L TRV L7 F o hi iRt
WL L CEHBEOIER S AT 52 &9, iy
FERMFHIA I B 0 T L R S R R A AR T
LT Z oMo IGF-1 EANC L 2 He5i{ dE Lo xt
L L7 F o BERICR -5 2 ED, 2 LM
L7z LELR23 &, RIS BICEER : 157 &,
control & LTI b : 92 Hh it L~
genomic DNA #JHW\ T, L 7F o SEdfEro
coding #8185 » FrO £ B -2\ T genotype 48
&, allele #FE L FHEBoFHE L OMEBEER
SLIFRTE, ARMABIEA LR,



E£1 L TFLZREEETARIGERCE -TLHEO LS

genotype allele frequency
GG GA AA A- A+ 6 A
CB®(n=70) 45 21 4 45 25 0.79 0.21
B 35 19 2 35 21 0.79 0.21
it 10 2 2 10 4 | 0.79 0.21
TLB(n=57) | 46 10 1 | 46 11 || 089 011 -
B 18 3 0 18 3 0.93 0.07
it 28 7 1 28 8§ 0.88 0.12
p=0.041 p=0.028

72, LIV OFLEENELIEE T A8 T
HD ttw =R (aw/uw) DJRIKRE, Nucleotide
pvrophosphatase (NPPS) # {5 -1 @ nonesense
mutation T# 0 ¥, NPPS#E{s ¥ OMAEIR T A5 BAr
bR & o TeZzond, FAHEZE I NPPS
HE T SNPs (—IREZAED) OmEEITV10 ¥ Fr
DOEREEEL, 1> a2 200 splice acceptor
site AR OQPLL OF B HMT H E#E L
F= 10 L LAUBEZ 0% Ot 0 B3 T E ORI

R X LTV,

AALE DT TR, HAETE{LEO IO RE
L L7 oS RERR TSR LU NPPS B5F %
L DA BRE L

[Aix]

1. v 7'F BB OEYT

Tk LEEOBEICISNTY, LI7F 2RISR
& + M & coding #§ & 5 » Fr ¢» common
polyphormism (A519G, A861G, T1222C,
G2161C, A3250G) =2 T genotype #{#E L 7=
156 FIOFHYFHTILIEED 5> 5, &fFttor s MY
YRR LIS SR (RS 127 6 (B 77
fil, Ltk 5061) A FRATIZIHV 7z, SO F L%
EHABHCRETOH (BHE:564, Lbk 14H) L, K
OO HECEAD LA LA R0 S TL
57 (BrE214), LM36/) O 2RICHEIL,
FER O genotype OBALE, allele FiE A 7 ZRBTE
WX e U, E, BREIEELOELHE
&8 A A7 L, genotype W LA HLHEEE O
HLE 2t & O TRE LT,

2. NPPSBInT DT

THEHOL L N EREL, RN A

v P RIT o R RP R LA AE R 130 # (B4 79
B, Ltk 51610 FIHV =, gt b o@E " IZEE-D0
T NPPS MET ¢ common polyphormismd # pr
(A533C, IVS + 27T —C, IVS20-11delT, — 596C
= T) 122\ T, FIEFO genotype ZIRE L, 8
HEDO I HALERD B CHE7LH] (BYEL7H, &t
144 &, BEOBILOFBIZEL LT RAEICEL
A A TLRESO B (BRE 224, Lot 3741)) O 28
(ZAEI L, BRI O genotype 8, allele SHEL &
A ZFRBEICLD EaREt Lo, £/, &R
BAb TS A A7 b L, genotype 2k 5
BALHEA R o KR & BRI A TN TRRES Lz,

[#8]

LT R LA AT, RELES 4B
Db A 861 GERICEWT, TLAIZCHIZE~
Gallele 3% < (0.028), Aallele #7721 OPLL
FEGIL, F b RAmeH 5 & v M
Honitz (p=0041) (F1), EHEHTLHEERK
O T, A8BLGERIZEWT, Aallele®
7ol T A b genotype GG OHEMIL, A
allele & &, > b Oz b~ LB S S ER (p =
0.0498) #EH/z (H1), LLL Xy, LrXF o TE
=T A 861 GHEAIEBLT, A allele i3 ibic
Hklenic, G allele g i (e o488 401 L1z,

NPPS HinF2MTHE, BitLic 4 v Hid 5B,
IVS20-11delT #4pdob A v 2 o 20 @ splice
acceptor site O T AR AT H LTIV T, TLHE
O LR CHEO BRIz bk~ variant allele @ allele $#
EREL (p=00117), TLEHOBENIICH O BH
2kt variant allele #2808 Ehot (p =
0.0165), LMo T, ZOETO T OREODES



BL Bt Bog i

L gl 3
10 10: 10
5 5 | 5
0 DJ: 0
A+ A- A+  A- A+ A-
n= 3 <N 24 53 12 38
p=0.0498 p=0.2896 p=0.1500

H1 U7 REERETAS6IGER E OPLL-BLHEAE

F2 NPPSEETFIVS20-11delT S8 CRE-TL BIH O L

genotype allele frequency
WW WY WY V- v+ WV
CH(n=71) 35 26 10 35 36 0.68 0.32
Bt 30 19 8 30 27 0.69 0.31
81 5 7 2 5 9 0.61 0.39
TLE (n=59) 21 30 8 21 38 0.61 0.39
e 511 6 517 0.48 0.52
£y 16 19 2 16 21 0.69 0.37
p=0.0165 p=0.0117

w : wild type allele

v : variant allele (del T)

sy B B

v+ V-

n= 74 56 44 35 30 21
p=0.0258 p=0.0214 p=0.2823

B2 NPPS#Ma+IVS20-11delT %54 > OPLL &{rHE{A ¥

OPLL BYEEfIY, HbasltEis KSR Hh s b iz H 0 (p=0.0258), &M TRIHFE CiElan
WOBBAE TR L (R 2), H&HEIH B bHERE &L o GO, BHEIZCLIVBZOHEmMERDT (p =
B T, IVS20-11del T {2 33T, variant allele % 0.0214), LL E &£ b, o > = » 20 @ splice
B0 b0E, bRRWEDIZIESBEHEAS ALy acceptor site ITEOEMIZELITA T O xRE,



OPLLZ#30 T, Bk ic s 2 B X, 7
HEGR B A4 5 2 S a@E Lz (1 2),

(B%]

S OMREFHIEBANT, U7 T S BIREE T T,
A 861G ERIZEWT, Aallele I F ki HEEIZ
G allele iz FbiZR#EN AL LD, VT
SHRIEBGTOAS61IG HRIT, 11657 2 / BELY
O 223FEH M, ATIEHGIN, G TirArga—KEh
A, I O IT extracellular domain (2 & Y,
Zucker fatty rat ® I A 2R 0467 2 /gL
it & LB AR ALE T D

Chagnon 543, Aallele # 6208 0%, B2
LTS, fat free mass 234 AR <, 372, Gallele
FHLobouk, Lok, body mass
index, W FRGNIE, fat mass, U+ L7 F AHDGE
Vv, Svviz i, A allele [ THERCHHINIZ, G
allele [TREAIZAMT S LS L2, Lizdi-
T, LITFLD SR AGE, Aallele'Cli€ﬁ=<
G allele (293 < A2 5 HIGHZEMHR L T & AlREME S
ZBb,

AE T, Aallele Fbizimblriiz, Gallele
AR 2 M 255 L, Thid, Zucker fatly rat
CBWT LT F oDy 7 GENRE SRR
fEfS & OPLL # &4 Z LI FELRWRRETSL
Ao LizhoT, VIFr2EERETHEILOR
ETIIR <, YLOBREZRE ST 2 TTHEH A VRE X
=,

NPPS W5 T-& OPLL Z-OWT, #T4E, BB G
IVS15-14T - C O Z MR OPLL AT M MBI L, ¥
WCHEFEG, TR O ZVIEMIICI B & sy
s L2 Y, Slalk ~ 13, NPPSE{R T @ common
polyphormism (&2 TBALOFEA & OF M 28R
L7=2%, IVS20-11delT 25z #5317 5 variant allele
1 OPLL BHSEHRZ BV TEAR AL ER Ze R 8 2 3
Lz, FexdOF—5nbt, BlLoBRECEST L
e AR & T,

(4558
BT T A 83O RIEE T Th D
L7 S R T- & NPPS BHET-2Y, T kb of

FECEE BRF CH D ATHetEA e X v,

[(BETHE]
1) W H : Zucker fatty ratiZ
’Fﬂf‘%'ﬁfhhrﬁ'ﬂ‘éﬁ L. ml—-)\nr‘_

£5 ;eﬁﬁﬁ’yﬁﬂ
2:19-32,

1994
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