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BIITERK « W (VBT D7) Z0RLEND, ZOME, 58, mEBXCHREO LT L
WEZHERF LTV, i, BREFICKD, VETY VI7DHHEL TEEMET L, B OMMRGED
ZAE UTHags D T U 7B EHFRRIETH O, Sttt 2DNES TN ERDQOLZ LT 5K
ERRFEEZILNS.

INERIC B 2 B HERIE & OMBZRITBIE 7 —h—Z MK T 57201, FRENCEEET % S HE
ENBEEERF (Luteinizing Hormone- 8 subunit: LH- 3, a 2-macroglobulin:A2M, Tumor Necrosis
Factor- a : TNF- o, Vitamin D-Binding Protein : DBP)ICEH L, D@2 L Ha, g~ —1—
ICDW T UG 2170 7z,

{7 R T T 1 7 DR %R LME236% (R 41-91%, BRMZTELLE, V94 £SD;64.319.25%)
DI LA, BRI —A—e LTTNA) TR T 72—, ATV, Bk
N—Hh—LTEYY /Y, TAFIEY Y Y VZF U TEMEEET— 2 V.

LH- B85 3T 7Y 2 (Trp8Arg 3B X U lle15ThriE ), A2MIE{E -1 Vall000Ile i, TNF-q &
Ld 70— —HHD-308G/A, —857C/TD2/fiDiEH:, DBP#E{AIZT 7Y 211 (Glud16Asp
B KU Lys420Thr &) ICDOWTHRET LIz & T3, LH-BiEn T, A2Mi(5 T, TNF-o @517 Tlk%
MEegmE, SR~ —A— L DAELGHEBIIRE G o7, —77, DBPEF2HTIEEGE~—
H=THBTIVH) THAT 7 Z—Y, FATANNIVBXOTAFIE) I /Y NCDWTEHE
GHHBAVRE NI, DBPIZE X X VD EfGH LT 2%EINH 0, BB ZBRIELT05
AEEMEDE Z N5 A, DBPEL 2 EEFEE L OHBIIAEETERh > Tk

AWZHC K D, DBP#ELFEZR LA DERH~—— L OHEZRL, BEHRHRIRESRERIC
B 5 HMHRIERIEDBIE T —I—DRME R0 55 AR EINT:

Keywords: DBP, LH-f3, A2M, TNF-q«, B r2H, SHERGE BRI, B

[l

WD L, BOMMIRENZ(EL T, MagstEhiEd

BIIBEHBYIOSHETH 2 L b, KiRDA
Vo WEE R D= DAV LETEE L
TEHWEEL TWVWD. ZOTHEIZ, B - WINE#ED
BLENS (VETY VD), TOME BRBLUT
BRI, T U THRIRO AV LWBERER LTV 5.
AT B & BN E L WD FmIE—E IR
=nBh, BRINAEERE LR 2 EFROIK IS
3. ZDOE2IC, VETY VTORFEICK > THE
DAL HEE931E PR 16483 H31H (S RIERAS)

BT LICE-> THEITZ EZLRT L RBEENETHER
JETH 2V, BITHIEHERIEX, KA % & KRiRR
BHR#B X CEEEENEREIC ST N TS, K
RSN, ISIC X 2 B SRR OBSREX A LK
ERDBFERMERT S LIck>TlRRT %, &bl
REREE, X TEETNS A My D
PUEWNAE ] OWEIC & O BRI TTET 5 T ki
Ko THIET BT EMHISEN TV . FEE20004EDE
EEFICKUL, BT MERE DM RS X 120077
ANEHESNTED, SB%ETEIESEImLIESIC
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BONTZFOHEIEMO—&x2zE 5 EEBbN, K&K
HEMEE RS> TV D, T, TERIREROBS
no, BIiEOETB I LEROQOLEZK NI 5
FHRRIER, B AR NEEELHEL L TEZD
ns.

miggic B 558 - gR#ApT—HAH—ICHET S L
EZHBNBBRMHFELT, TRV, TV
RaZ7o?, BIRRIERIVE Y EORIVE VHB
XU, €230D°% EAIVKHOLZI VHEOM
EMEREN TV S, RRBEOTA by Y RZIC
&0, /1vE—mAFAALAL), A X —1AF
>-6(IL-6), MEEIEIEIN T a (TNF-a) O EmL,
BEEMERST 2 eMMEINTVBEY. — BN
WKBF27 Y FuryroRZhEERDZ5 | Zi T
C kiF, BZBMEREICNT A5 > Fuy UEklic
BOTHEDENTWBY. ALy LEEICKD
BIHRIR RV E > DIEEEDNHIEIE N TWS T EHVRKE
ENTHELY, nvitro CTA T VBIUOTOS A
70 Y HEIFIRIER IV E O 8% T LW
WEENTWAEY, YR 3 UDIENNIEE X OB TR
W2 ERER LR, BENS DIV MG
FHILTWVD. EZIVKEARTA IV VTD
TR I VIR JVRF U IUE L TEIEKEEICEE S
THLEZLNEY.

DX ERIHERE O T, hnksictE S 5o
IR %8 MR & LT, Luteinizing Hormone- f3
subunit (LH- 8), a2-macroglobulin (A2M), Tumor
Necrosis Factor- o (TNF- « ), Vitamin D-Binding Protein
(DBP) IciHH L=,

— I LHIE FERAKRTED SR E N B FILE Y
ELT, UNHEZRRLCHIZE LD, Tusr AT
0y, TANIIVF—)VELEZEHD TV T &M
5N TWV5S. X7 LHZAMAIE MR E
EHFELTEBO, LHZEIEK /v 77 b~xw X
TEAERS ¥ HURICEHEEEOK TFAR LN, T
EHRI~NETHEROWMDBESNTVS. 3hbb,
LH > 7 7))V DR UMD E TR 72 kD & 7o 1B el 7z 1
MEFTVBEERLTVSY,

A2MIE T IV NA R —RICBEEL TR > T
%2 REELEILEE TH 0 Y, BEME, S
BE I NS WA BIKEUER R AT 72—+t (TRAP)
WFA2M L EEREIERT 5 T LI KD R TRE
LIRHER L TWVWAB DY, FpiiimEHE s
WTHEBEYND % & MEAMIZARICKMETH D,
BH & OBBEA RN TN S,

TNF-o i EICHER/ v 7m 7 7y —Y X EAE T R,
2  ORER, RIEMIREBICEET 2 FHR KN 1T
Ho, AR UZBRENSDT T FIVENET B
Tlicky, AR VEHIEICBEBEES LTS Y.
iz, HREHCBE LT, aizEtttdsce

Bk

I KD EEEOBEMiR 2RI S ENENT
WB X IR R LT AT AR
MBERD 5 DOTNF-a EAEDTTHEL TWVWBH, TA R
07 UFRIC &K > TIERIES 2%, BERI< D 2Tl
PIEREIC K D EREAEREEDK N Z/xRTH, TNF
/w77 T ATIRIPERHIC X 2 B RO N
RLUTWEW?, FI2TINFZEBUKL (p55) /v 779 b
XU ATRINERHIC KX 2 BEOME I RS AWV,
TNFZEKIL (p75) /v 779 b= A TIEUNERGH,
KX EEREBEEOK FERT?. $bBTNFY
7 FIVIETNFZ KT (p55) Z /1 LT D, TNFEH
BN EEZ MIT LTV T EWNRBENT NS,

DBPIZ ¥ % X »D® F Hix carrier protein & L T,
22 UD RS UMK IS ER T 2 1EH 21D
LEZLNTWVRY. A I VDIRIFEICHEIENT,
250 AR 2521 T25(0H) D, Ic 75 D, & HIC B
WEIINT, 1hidVKEE b N, 1HMEA01,25(0H),D,
&7 %%, 1,25(0H).D, 3 ML EICERM LT, A
VOULOWINEREL, by L ERE
5%, ZOEHEE25(0H)D,, 24,25(0H),D, T <,
1,25(0H),D, TV, {EMERIY 2 2 DI DBP &
LTV BBROIEHIIEL, #EI N TZOMEEERL
T3, £DBPIFHHIcEEEGLTEY, KH
AERET IV Y OFAERIC, DBPL AN
macrophage activating factor (DBP-maf) ##¢5.9° % &,
B E I OBEREN IR U E SO AN R 5N, &5
BN TERESEAIC B T B - e MR 5441 EH
(AN QAN

AWFFETIE, I 5 BN 289 % etk
IZ DWW, LH-B, A2M, TNF-a, 35 & U'DBPE(ET
R HRBOMEERFIL, ThZThOBETE
LB, BREN—h— E OMBEEES i,
PR B HERIE D~ — /1 — & L TORBEMIC D
WTEHE TS LTz,

WRESUICHE

RGPS S TEFE DR R R T > 7 ¢ 7 OIEI
REARE L0236 % (AR 4191 %, PR 1ELLE, F
V) E+SD ; 64.319.25%) T, Ml —MAE(L AR,
HRH~— I —BXUBHMHEEE (DXA : Dual Energy
X-ray Absorptiometry, QDR-1000) 7— & Z{if L 7=.

BERS—h—& LT, GHMEOrREE (VA
V7% AT 7 Z—+E  ALP) & FIEROERE TR &
NZERER KT (A AT A )V @ Intact-0C),
BRI~ —A—E LT, Gl thas—rrns
BB, Has—rrEmgE (Y ) v
PD, 7AF ¥V Y /Y DPD) ZHWV .

FTRTOMFHIIHL, RO EHB LT/
LDNABXUZNIC X OG5 NTzT — ZIEWIFEICD
AERT 2 2L, FEEITOHNA FIA I



YR I VD #iG &R 237 (DBP)EILF 2 L PRt R L EIC BT B H & -

PE- T fmBiE B2 DAGEZ 1S TGI8 W T, X
FICTARNDAEZEZ1S129 AT, Kk o7/ LA
DNAZ I U7z,

BN T £ LT, Luteinizing Hormone- 3 subunit
(LH- B), a2-macroglobulin (A2M), Tumor Necrosis
Factor-a (TNF- )35 X U Vitamin D-Binding Protein
(DBP) O4FEEI D Z RN DWW T ZENF G LTz,

LH- B B5TIE 7V 2 (Trp8Arg 15 &K U lle15Thr
B, A2ME{E T-1E Vall000Ile &, TNF-o 8 {s 1
& 70— 2 —fHKD-308G/A, —857C/T D2 /7D
EHUC OV TRGET LTz,

DBPZATAD T X /W 5755 2 237 T, 24
DIFET VT IV T7IV— A2 —0AF28
(IL-8) MO ZFFE, T2l Tzr Y
211 (Glu416Asp & U Lys420Thr &) ICR 5N %%
Tz fst Uiz (Fig. 1a).

B 2B OFEEE, Polymerase Chain Reaction
(PCR) #Ic &Y/ LDNA LO HWEELE 23T
A2 RS, FIRERICK > TYIMENEG T 5
JAYFDOEIICK O ZRZHHIT %, Restriction
Fragment Length Polymorphism (RFLP) 7% 7z,
7'/ I\DNA 1pul, Taq DNA polymerase (Ampli Taq
Gold : FilEi&) 0.1 pl, »3v 77— (100 mM Tris-HCI,
500 mM KCl, 15 mM MgCl,) 1.5 pl, 2.5 mM dNTPs
1pl, Fprimer (7.5 pM) 1 plici@iftizkZzhnz, #H15pl
DIJEFRTY —~ )Y A 7 F— (Perkin Elmer 9700)
ZZFWTPCRZYT>7=. LH-f3, A2M, TNF-a, DBPIX
ZNZFNFurui 5?, Liaob"™, Skoog5™, Hiraibn™
DT> T HEICHE, FDRISGEKAE, 75T A2
YA R, HIREEER BB CHERALZT7IVBER
Table 11C/”:9". 155 N7zPCREEYNC K4 DHIPREEZ (5
BN &N T 7 —Z2IMA KIS EETi%, BRIk Z
TV, TFITL - TaxA Ritig, Ylrogs
MR LTz, WIRE N2 T 57 A 2 MRS
ALK, LTOXS1IcUWiEns. 94bb,
LH-B 815 7D ETp8 T33O 7 5 7 XV k
(475, 100, 85 bp), Arg8 TWI2fHDTF 7 A b (475
185 bp), llel5TE4HD T = 7 A > (390, 176, 51,
43 bp), Thr15TE3MHD 75 7 A > b (433, 176, 51
bp), [IREIC A2MEHE T O, G alleleTld 532 bp
DTFT AR, Aallele Tld429bpDT 57 A b,
TNF- o 3& 1z 1 D 15 A position—3081C 35 T G allele T
2D 7 < 7 A bk (123, 23 bp), position—857 1
FWCTalleleTid2D 75 7 Xk (107, 21 bp),
DBPE{: ¥ Cld Haelll YV 1 S d 255207557
Ak (160, 73 bp), StV A bW HBGE2{HDT Z
7' Ak (153, 80 bp) M 5N 5. DBP#EILFIEH]
FRPESE Haelll (Glud16AspiEfft) 35 K U Syl (Lys420Thr
B OY A b ZEi 70 E D% GelF allele, Haelll
YA M2Rb, Syt A MR EZ0wE D%, GelS

A~ — A — & DR E# T45

allele, HaelllVf A F %2729, StyIv A hzfFOE 0D
% Ge2 allele & /7% L 7z (Fig. 1b).

7€ fH X mean+SD Trr L, #EFAEAT IS 0HS D
O tRGERTTo T i, p EAY0.05 K 2 A R L
L7z

fm R

WINOBEFICBWLTY, SR LER, FE,
AEDOHWZICH BB RE o Tz,

7 WAEREEEESLH- YT =y hDEA
DAL, Trp8ArgZ M @ 54, Trp/Trp - Trp/Arg :
Arg/Arg=86.1:12.5:1.4%TbH 1, lle15Thr £ DA,

(a) &7 IVTI

77V —ER IL-8 AR FEIER
1 < O\ v TR
[ Wzl vz T |

Leu Pro Glu Ala Thr Pro Thr Glu
TTG CCT GAG GCC ACA CCC ACG GAA
codon 416 codon 420

(b) Asp Thr

GC1F 5 TTG CCT GAT GCCACA CCCACGGAA Y

Gl Thr
GC1S 5 TTG CCT GRG GCCACACCCACGGAA Y
Haelll

As] Lys
GC2 5 TTG CCT GKT GCCACA CCCAAGGAA Y
Styl

200bp =P
100bp =P

Ge 1F Ge 1S

Ge 2

Fig. 1.t FDBPDO 7 X / M & & B8 1 F 2 8L O fi .
(@DBPD 7 I/ BH#EDRH. DBPIZ4AT4HD T I /B X
DR E N, 2AFOIMEE 7 IV T 22T 7 IV —fEE & 1L~
PO ZAT 2. ZTOBIFEZREEICTZY V11D
H1dD codon 416, 35X U codon 420iC 5N 5. (b)DBPEAY
ENIIC K B0 8. 2D 2RO A EHEIC X D 3D
allelelC 779 %. Haelll, Sylifi/sDOEEEY A R 2 filziawn
& D% GelF, Haellly A F7z2fih, SylYy A b Efilzang
D7 GelS, HaelllY A N 72H57z9, Swlv A FRob 0%
Ge2 L3 %. Genotypeld GelS allele DA X O /7 4EHT .
(©ODBP EIlnrFrr7 Y V11 ZROGKE S ) 2 AT, GelF
& Haelll(H), StyI(S) & &ICHIBRY A M EH X, GelS &
Haelll Y A FOREL, Ge2ld Syl ¥4 FDOAEFT. M:100
bp DNA ladder marker. H:PCRFEY)D HaellliH{bIic X % 7 <
TR b, SPCREYD SIHILIC KBTS H AV k.
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Table 1. PCR 5B X U T o4~ —t v b

Gene Position  Substitution

Primer * Reaction conditions * Used gel

Fragment R.E.

LH-f  Trp8Arg

Ile15Thr

TGG/CGG F5’-GAAGCAGTGTCCTTCTCCCA-3’
ATC/ACC R5-GAAGAGGAGGCCTGAGAGTT-3’

660 bp  Ncol

Fokl

95°C-1min, 65°C-2min, 72°C-3min, 25cycles
3% Nusieve GTG agarose gel

A2M  Vall000lle GTC/ATC F5’-ATCCCTGAAACTGCCACCAA-3’

615bp  Mbol

R5’-GTAACTGAAACCTACTGGAA-3’
95°C-30sec, 56°C-30sec, 72°C-1min, 25cycles

2%agarose gel

TNF-a —-308 G/A

F5’-GAGGCAATAGGTTTTGAGGGCCAT-3'

146 bp  Ncol

R5’-GGGACACACAAGCATCAAG-3'
95 “C-30sec, 59 “C-1min, 72°C-2min, 35cycles

3.5% Nusieve GTG agarose gel

TNF-a —-857 C/IT

F5’-GGCTCTGAGGAATGGGTTAC-3'

128bp  Maell

R5’-CCTCTACATGGCCCTGTCTAC-3'
95°C-30sec, 59°C-1min, 72°C-2min, 35cycles
3.5% Nusieve GTG agarose gel

DBP Glu4l6Asp GAG/GAT
Lys420Thr AAG/ACG

F5’-ACATGTACTAAGACCTTAC-3’
R5-GATTGGAGTGCATACGTTC-3’

233bp  Haelll

Styl

95°C-1min, 50°C-1min, 72°C-30sec, 35cycles

3.5% Nusieve GTG agarose gel

R.E.;restriction enzyme

Ile/Ile:Ile/Thr:Thr/Th r=88.2:11.8:0% T& - /=.
Trp8Arg ZANC B Tld Trp/Trp BEDMtEE (Trp/Arg+
Arg/Arght) LI L, TIVAH) T+ AT 7 Z—EH
HEICHME (p=0.004) THDO, BaLAT0—)ILHVE
HICEME (p=0.011D) Thozh, BHEE, mhhly
v, FRATEHNY Y, VDIV, TAFUE
VYV, NIZURY RICEEAIIRS o Tz
Nel5Thr 2RI BNV TIEHEHE, PV T L, &
R~ —h—, alLxra—), MU ZVUvY RIiC
B HEEEZRTEDIXEN > Tz (Table 2-a).

72/ BEERE & %5 A2M Vall000Ile £ 5
DA, A/AIA/G:G/G=89.4:10.6:0%TH VD, Th
SDZMNCBENTIZA/ABNA/GREE i L TRea L
AT 0—)VHVE R FEE (p=0.036) Tdh - e VB,
MmAvy oL, B#E~—h—, MU U&Y RiC
B HEEEZRT DI AEN > 7z (Table 2-a).

TNF-o 7’0 &— 2 —fEk D 2 A3 4 1d, Position—
308Gl G/G:G/AA/A=92.1:7.9:0%, Position—
857 M I C/C:C/T:T/T=54.7:42.1:3.2% T
- 7z. Position—308 L AN B TIXEHE, Mo H
WL, gR#~—h—, fsalXA7ua—)l, ~Y
UtV FIC3AEEZRT DAL, 85728
ICBWNT, C/CREDMBEE (C/T+T/THED) &Ltk LA A
TA IV VA EICRE (p=0.023) Z/R U2y, &
R, M AV T L, TIVH) T+ AT 7 2—E,
o)y, TAFIEYTY )Y, AL AT
a—)b, PUZULRY RICAEZEERS A>T
(Table 2-b).

DBPL 7 vV > 11 TDZH 553 4R 1 GelS Homo: GelS
Hetero:GclS () =6.3:33.5:60.2% CH->1-. TN HD
ZR L GEE, VUL, BalLATFa—),
MU ZVRY) RICBWTAEREARESN NS T2

(Table 2-b). UL LAEDNSHR@M~—H—CHEA
MWREN, ZNELUTICRT. BER—1—D7
VA T+ AT 7 Z—E(EHIF, GclS HomoRElE GelS
Hetero B (p=0.003), Gcl1S (—) B (P=0.007), & [t
LCTHEIRMEZ R LU (Fig. 2). E5ICAHAT4 A
)V > Tld GelS Homo BEld GelS () BF (P=0.036) &
el U CH I %2k LTz, —75, GelS Hetero Bt
KR L TREWERZ R LD, BEARELNE
o7z (p=0.091) (Fig.3). BWIN —H—DF A
FEVU Y /Y X, GelS HomoEfld GelS (-) Bf
(P=0.045) ICLLR L THRICEMETH > 7205, GelS
Hetero BHIC 0 L CIX WM Z/R L, AEAREEDS
Nz -7z (p=0.085) (Fig. 4). GclSHomo BEIS fthEf
(GclS Hetero+GelS(—) ) LU T, BB K~ —
A=—DTIVAHV T A AT 7 2—X, FATF )
vV, BRI —A—DTAF IV Y ) U THE
WK EZ R L, BN —H—0¥ ) Y /Y AKED
{1 % 711 L 7z (Table 2b).

z

A OBIE T, FT6IFOBEIEF28 L EEE,
BREH~—h— L OREIC DWW THE L. LH-B
Nle15ThrZ A, A2M Val1000Ile £ %!, TNF-a —308% %!
T, BERELXUERE~—h—IcB W THEEEY
NS> Tz, LH-B Trp8ArgZ I CIE 7 IV A 7 4
AT 72 —LBICBWTHEAEAZ/RL, TNF-0-87%
BITCRARAT A IV BN TEHERAZ R LUIED,
OBRHP~—I—BICERETIVITNEEER
RS E DR o, —J, DBPZ7 Y V1125
TIBRELOHEBEIRE D> 72D, GelS Homo
HTIEEER~— 11—, BN~ —hA—TMEET
HoTz.
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t DBP Ein 3 4EROK LICFEL, TDOXY
N7 E R 2 DO F#ix carrier protein & L CE &
TUDEMAEL, EREIRICGERT 2K EHZHS T
LEZ5NTVEY. DBPZY Y V1I1OEMICE
\F % Gc1S Homo B AR (GelS Hetero+1S (—) B) }:_
L LU THBER S —H—TH27IVAhH) T+ AT 7
R—B A ATH IV, BRI —H—TH5T
FFEV VY UL BICHERIMETHD, BV

237 (DBP) s - 28 L B LI B0 28

- B — 21— & O T47

V) YEBRMEOHEINRD BN, EHEHHK AL
BNCIZ > TWA T EWRBENT. GelS D allele
(GclF, Ge2) & DfHiE L codon 41603 Asphr 5 Gluld i
ENTWVWBZETHY, 7V 11 HEES
VD EDIEGENDEHETHZHT XD, TDAspHh
5GUNDE#NE X I VDOEENIEK NSRS
AREEMENH B EEZENS. [M L7V 11D codon
1201 BF 3 ZIHRHY— I —BRUTEHLLD

Table 2-a. B FZRUCET (02T — 2 B X CEHE D “HEHTOLIR
Ttems LH-f Trp8Arg LH-f [le15Thr A2M Val1000Ile
Trp/Trp  Trp/Arg+Arg/Arg P value Ile/Tle Ile/Thr P value A/A A/G P value

Number of subjects 203 33 — 208 28 — 211 25 —
Age (years) 65.9+9.6 63.6+9.5 n.s. 51.0+8.0 49.9+9.8 n.s. 63.8+9.0 65.4+9.7 n.s.
Height (cm) 150.2+6.6 150.2+5.1 n.s. 150.1+6.5 150.9+4.9 n.s. 150.8+6.1 151.8+£7.6 n.s.
Body weight (kg) 50.7+8.2 50.9+8.0 n.s. 51.0+8.0 49.9+9.8 n.s. 51.4+7.9 50.2+8.4 n.s.
Lumber spine BMD (Z score) [ 0.04+1.37 0.45+1.75 n.s. 0.09+1.33 0.22+1.92 n.s. 0.07+1.40 0.12+1.40 n.s.
Total body BMD (Z score) 0.25+0.96 0.62+0.90 n.s. 0.33+0.95  0.42+0.92 n.s. 0.40+0.97  0.20+0.78 n.s.
Ca (mg/dl) 9.17+0.41 9.14+0.38 n.s. 9.17+0.39  9.15+0.49 n.s. 9.14+0.40  9.12+0.41 n.s.
P (mg/dl) 3.49+0.46 3.45+0.42 n.s. 3.50+0.46  3.55+0.38 n.s. 3.47+0.45  3.48+0.49 n.s.
AL-P (1U/1) 172.6+54.5 130.8+44.7 0.004 | 173.6+£53.0 174.3+£54.1 n.s. 168.8+48.3  176.7+53.5 n.s.
Intact-OC (ng/ml) 7.45+3.77 7.43+2.74 n.s. 7.53+3.74  7.51+2.76 n.s. 7.55+3.52  7.87+3.37 n.s.
PD (pmol/umol of Cr) 34.8+11.1 32.0+9.3 n.s. 33.9+10.6  33.7+11.2 n.s. 33.6£10.2  38.1+13.7 n.s.
DPD (pmol/umol of Cr) 7.69+2.90 6.70+1.80 n.s. 7.45+2.82  7.42+2.01 n.s. 746231  7.88+2.66 n.s.
Intact PTH (pg/ml) 38.1x14.2 37.7£13.5 n.s. 38.3x14.2  37.3x14.7 n.s. 37.5£14.5  37.9+10.0 n.s.
Calcitonin (pg/ml) 24.5+10.0 23.2+10.0 n.s. 24.6+9.7 21.3+8.7 n.s. 22.849.6 22.8+8.8 n.s.
1,25-(OH),D; (pg/ml) 35.1+12.6 30.8+9.9 n.s. 78.0+28.0  88.5+39.4 n.s. 33.7+12.6  31.5%11.5 n.s.
Total cholesterol (mg/dl) 194.8+34.5 212.9+40.3 0.011 | 197.2+35.1 201.4+37.8 n.s. 198.8+35.4 180.3+25.0 0.036
Triglyceride (mg/dl) 148.0+82.0 149.3+74.6 n.s. 151.7+83.8  131.9+62.1 n.s. 148.8+81.4 129.8+342  ns.

BMD, bone mineral density; AL-P, alkaline phosphatase; OC, osteocalcin; PD, pyridinoline; DPD, deoxypyridinoline; All data are expressed as means+S.D.; n.s.

means not statistically significant

Table 2-b. BT ZRICH T 2 LT — 2 B X OCEREO _FEHE TO L

T TNF-a -308 TNF-a. -857 DBP Exonl1
G/G G/A P value C/C C/T+T/T P value| 1S homo other P value
Number of subjects 217 19 — 129 107 - 15 221 —
Age (years) 64.8+9.8 65.247.2 n.s. 64.9+89  64.7+10.5 n.s. 62.3£8.6 64.4+9.4 n.s.
Height (cm) 150.746.2  148.8+59  n.s. 150.3£6.1  150.7+6.2  n.s. 51.0+8.1 51.3+8.3 n.s.
Body weight (kg) 51.1x8.2 51.3+8.0 n.s. 50.7+8.0 51.6+8.5 n.s. 152.3£7.1  150.8+6.3  ns.
Lumber spine BMD (Z score) | 0.11+1.40  -0.22+1.17  ns. 0.01+1.42  0.17+1.34 n.s. 0.33x1.26  0.08+1.42 n.s.
Total body BMD (Z score) 0.32+0.97  0.46+098 ns. | 0.31x1.01  0.36x+0.91 ns. | 0.32+1.15 0.39+0.95 ns.
Ca (mg/dl) 9.14+0.40 9224044  ns. | 9.16x043  9.14+035  ns. | 9.24+0.55 9.14+0.39  nus.
P (mg/dl) 3.48+0.44  3.56+0.62  n.s. | 3.46x0.48  3.51x042  ns. | 3.54x0.43 3.48+0.46  ns.
AL-P (IU/1) 171.9452.5 174.2+56.9 ns. | 170.5+49.3 174.0£50.6  ns. | 133.1+30.7 170.9+49.3 0.004
Intact-OC (ng/ml) 7.53+3.60  7.37+3.88  ns. | 7.05£3.40 8.07+3.80 0.023 | 5.64+2.85 7.60+3.55 0.044
PD (pmol/umol of Cr) 33.6+10.5 36.9+11.5 n.s. 34.0+10.6  33.8+10.7 n.s. 29.1x10.0  34.5+10.9 n.s.
DPD (pmol/:mol of Cr) 7.40+2.63  7.88+2.73  ns. | 7.33¥226  7.58+3.04  ns. | 6.25+2.15  7.56x2.32  0.049
Intact PTH (pg/ml) 37.9+13.5 4124211  ns. | 38.0x142 385+145  ns. 32.6£9.1 377143  ns.
Calcitonin (pg/ml) 23.249.9 26.2+7.6 n.s. 233+9.5  23.7+10.1  ns. | 25.7%11.7  22.949.5 n.s.
1,25-(OH).D; (pg/ml) 33.8+12.7  32.0+102  ns. | 3394133 339+114 ns. | 364+19.6 332+11.8  ns.
Total cholesterol (mg/dl) 197.0£33.9 205.9+36.4 n.s. | 200.2£#36.3 195.1£30.6  n.s. | 191.3x27.6 198.8+359  n.s.
Triglyceride (mg/dl) 148.6+81.8 147.8+84.2  ns. | 144.1x82.1 152.3+#81.3  ns. |[137.9+100.8 149.0£80.3  n.s.

BMD, bone mineral density; AL-P, alkaline phosphatase; OC, osteocalcin; PD, pyridinoline; DPD, deoxypyridinoline; All data are expressed as means+S.D.; n.s.

means not statistically significant
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FEIZ R 5 NT, T OEMDThri 5 Lys D E#E
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HO, EREENOFEI DRV EHEIE NS,
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VEEICK D, IMFERR2AUMDKELENSD,
ThabDE, MV T LA VBEMINWE X (S
9 mg/dD X 1M NKEBILI N TIHEER DO 22 2D
(1,25(0H),D) A EEAEEI N, M AV T LA L R
JERENE E (> 9mg/dD 1324 N HVKE(L E TR
PRI 24,25(0H),D W EEE NS P, CTORDOE Z 3
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