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EMALD A =X LR SLINCTED LB X, INODTITHES L Tttt d 20+ 2 3H%E L
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ZHNEHWT SN 2RI L7 —A 2> b a— U HEf#T 21T > 72, HapMap 7 —# % % & |Z Minor
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FRBAMAT DGR, table 1 12779 K 512 156485674 T P<0. 05 & 720 FHBENH 5 = L AVRIB S N7z,
51, FEALMEICBNTE rs6485674 TP0.05 L7220 HETHD Z ENRB I, BABX
OFEHEDRE R 2 G T rs6485674 (2T D A Z R &4T > 7= & 2 A, P=0. 00865 & 72 ¥ Bonferroni
correction (0.05/5=0.01) % F[al% PEAF2 Z LN TE 7, FEiFE LT, rs6485674 (23 CHHL
FRIE & OMBEDRTHIWRN HRBO bz,

Table 1 Genotype counts and case-control association test results

Genotype counts (1/1, 1/2, 2/2) Frequency of allele 1 P values
Gene dbSNP ID Case Control Case Control Genotype Allele Recessive  Dominant
CREB3L1 rs2288249 782/103/5 490/68/7 0.937 0.927 0.361 0.340 0.523 0.164
(OASIS) rs7127254 734/149/8 450/105/9 0.907 0.891 0.296 0.148 0.216 0.227
rs11038852 621/246/23 403/133/25 0.836 0.837 0.0526 0.947 0.402 0.0522
rs12280680 698/180/13 455/103/6 0.884 0.898 0.517 0.252 0.285 0.518
rs6485674 630/237/17 394/148/22 0.847 0.830 0.0766 0.225 0.566 0.0234
Table 2 Results of single locus test for high and low BMD
recessive model dominant model additive model
Count 95% Cl 95% Cl 95% Cl
SNP Case/Con 11 12 22 P-value OR lower upper P-value OR lower upper P-value OR lower upper
152285249 L_UW BMD 546 90 6 0.581 1.21 0.61 2.39 0.064 1.21 0.99 1.49 0.071 0.71 0.49 1.03
High BMD 337 70 5
7127254 LowBMD 475 154 ¥ om0 057 14 0245 090 076 107 0253 084 063 113
High BMD 301 100 13
rs11038852 LowBMD 398 212 31
HighBMD 247 136 28 0.079 0.57 0.30 1.07 0.180 0.81 0.59 1.10 0.077 0.80 0.62 1.03
512280680  LowBMD 470 150 16 0.461 1.19 0.75 1.91 0.681 0.96 0.81 1.15 0.904 1.02 0.75 1.38
High BMD 308 90 12
156485674  Low BMD 349 229 49
High BMD 214 156 0 0.119 0.66 0.39 111 0.047 0.73 0.54 1.00 0.028 0.77 0.61 0.97

Table 3 Meta-analysis of rs6485674

Pooled chi-square 6.893
Pooled p-value 0.00865
Pooled OR 0.578
Pooled 95% CI (lower) 0.384
Pooled 95% CI (upper) 0.870
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LAY BIX OO HE G CEEROIRED RN A BT, BIX I/ MaEy 7> vy m U &23583 5 2
ECUMMENTE VNI BED T +—NT 4 U TEARLE VX TED XY A L— X253 W a RS 5,
BRAIL Y X7 BORED I bIER R TH D 2 &5 BIX AT X 2/ IMaRBERE DTG AL ANV E K
DIHEIZ SRR T EBEZ BN D, BHEREDTRFERNE & L CTid 2 E TleE Mo /EH La i
EMRLDEMPANE STE T, —J, BHFMIICER L CBERZIEET 2 3 O BRI L mEC
boTz, P> T LWL TOVRRIEBIR I a2 Z L ICRERE®RD H D,

BIX \Z K 2 B AUREZN L 30mg/ kg Ailf: D H-& CRIZ S 5, SMEFREIERER CI3H 100mg/kg D
TR TRAE | MR AR E DN OO BEERHBIERPIBIEIN TS, BIX #ZDFEEL FOF
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