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I % 5 TeERAIT PCR 7" I~ —% 5% E L. Fid
DB BE BIOEE B RAALVE=S ) 4
DNA % FV T PCR %417 o7z, PCR PEM A #58Y
D FAV IR —7 T RIEIC LD DNA BRF1% 1
M.

WRES RTINS E R R A1 DB A%
BE T A (B 1124 k45 éﬂ) T, EDH
ION Z8AEREIT 34 41 (T3t 23, %Mk 11 48), TON 3
ARE 123 4 (53 89, 4otk 34 4) Tdhoie, Ei-FRE



W AARAN624 THIREILTS,

Ex1 Ex 31
G/A
b

~— N R HE————

A
&

Microsatellite map of the cytogenetic band 16p13.3region.

1:CBP EEFOHESSE DARAL

(2) B FZRUG/ANC LY CBP BIE-T mRNA O
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2), G/G £l 3D PCR EMITERICHIBENT
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SRNE AT HEE CRIRE EEIEDRENHE
2N eE R U, Z0%RY CBP &5 T-0OF
PRI BIC B D037 LR EHL I PRI 2D, 20
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Table 1
Comparison of selected characteristics.

(13),

CDIITTIETRAT A RFIE 55 CYP3A
EEEAR L, Z OB U AT oA RFI0 R 5.
BENCL T, AT AR ION R A OF B3 7T BE
IZ72BEB 2 BND,

g steroid-induced ONFH alcohol-related ONFH controls
Characteristics (n=24) (n=28) (n=72)
Sex; male-no. (%) 14 (58) 21 (75) ** 30 (42)
Age (yr) 45+ 14 45+ 13 44 + 15
AST T (1U/h-no. (%)
<40 21(88) 23 (82) 66 (92)
40 + 3(12) 5(18) 6 (8)
ALT 1 (1U/MD-no. (%)
<45 a) 22 (92) 20(71) 66 (92)
45 + 2(8) 8(29)* 6 (8)
BUN 1 (mg/dl)-no. (%)

<18 19 (79) 27 (96) 67 (93)

18 + 5 (20) 1(4) 5(7)
Cre 1 (mg/dl)-no. (%)

1.2 24 (100) 28 (100) 72 (100)
1.2 + 0 (0) 0 (0) 0 (0)
The continuous variables expressed as mean * SD.
T normal range.
* p < 0.05 compared to controls. ** p < 0.01 compared to controls.
Table 2
Crude and multivariate odds ratios for steroid-induced ONFH.

L Distribution of subjects (%) Crude Multivariate *
Characteristics Steroid-induced ONFH__ Controls ___OR (95% CI) _p value . OR(95%Cl) ___p value
MDZ CL 1 (mg/kg/min)

9.1+ 5 (21) 54 (75) 1 1

<9.1 19 (79) 18 (25) 11.4 (3.72-34.9) <0.0001 10.1(3.21-32.0) <0.0001
SEX

Male 14 (58) 30 (42) 1 1

Female 10 (42) 42 (58) 0.51 (0.20-1.30) 0.159 0.63 (0.20-1.97) 0.428
AGE (yrs)

per one year 24 72 1.00 (0.97-1.03) 0.980 1.00 (0.96-1.04) 0.855
AST £ (1U/)
<40 21 (88) 66 (92) 1 1
40 + 3(12) 6 (8) 1.57 (0.36-6.83) 0.547 1.76 (0.29-10.8) 0.540
ALT £ (1U/1)
<45 22 (92) 66 (92) 1 1
45 + 2(8) 6 (8) 1.00 (0.18-5.32) 1.000 0.55 (0.07-4.13) 0.565
BUN % (mg/di)
<18 19 (79) 67 (93) 1 1
18 + 5(21) 5(7) 3.53 (0.92-13.5) 0.065 1.92 (0.39-9.52) 0.420
Cre 1 (mg/dl)
<1.2 24 72
1.2 + 0 0

Cut-off point; T lowest quartile in the controls, 1 normal range.
* The model includes MDZ CL, sex, age, AST, ALT, and BUN.
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UFFSAERNI, AR A L CTHILEITh D,
FEERDNETRE RS T LR A AT | SRR REWN
CBIRRAFHREET 2D,

WACIX, BTEIE TIZIONERT 1A ROk E A E
T BP—glycoproteind® ABCB1 & TR0, FRE R
FLipoprotein (a) (D431 BEIONFE AL 0> BB SR &
LCET, AR E RS EBIEDOIRWIRE A EID
DUVWTHHEL,

YRS 737 ITIXVLDL, LDL, HDL72ER3%0 | hiL
F o J& B 1= Apolipoprotein B (ApoB) < Apolipoprotein
Al (ApoAl) e E DRV RIBHR B D, H DI

triglyceride (TG) <etotal cholesterol (TC)72& DigE %
ZB2 | RN TIREO#REEHS TS, TRER#H O
T, low density lipoprotein (LDL) i ZATHED>HARAH ~
JEE &S, R ERITAPoB THD, £, high
density lipoprotein (HDL) r3 R4 2>6 g ~8E %8
O, ZOE/AERE EITApoAL TH D, £L T, D
LDL. ApoBiEE® FF-<CHDL, ApoAlIREDRT &
BRI L D BRI S S TODYY,

ApoB7E B % = — K9 B ApoB gene @ == /¢ single
nicleotide polymorphism (SNP){Zi%., fRFRARDHDEL
TCT7623TEG12619A3 DY | SHENIRE BRY ) % H
LDL, ApoB?"® LD BRI WS I TD, ApoAl
BH%E2—Fd5Apo Al gene®FERSNPITIE, fRFKH
RbDOELTG-TALCEITHY , b EBIIRE R
Vol fTHDL, ApoAlj g2 912 LORBHIN LG
ShTND,

A BIOBFE T, AT A FHEIOND fE BT ]IK F
FHLMNCUT TR TN IER BRIEL T,



TEBIIRER R & B A SR M . i | Bk B
ZTCNBEESNTNDAD>DSNPsEVREE [ O I i
FEA B RAEEIOND R ARE ER) LFEFEAETE (BHR)
TR LT,

2. BIRAE

KU, MR WSRO B REAE S C, ION
FAERE 34 FIBXUIERARE 123 HChoTz, B
112 5, ZetAs 45 BT ARIFERERT 9~64 5% (13
37T %) Tholz,

9, ApoB & ApoAl @ SNP ZMEHTL7=, ApoB
C7623T & ApoA ® G-T5A, C83T L. PCR-restriction
fragment length polymorphism (PCR-RFLP) {E% IV T
fEATL | HIFREESRIC CT623T % Xbal %, G-75A, C83T
1 Mspl &V Yz, ApoB @ G12619A %, TagManPCR
EE W THEHT U=, Primer 1213 5 GATAACGTGT
TTGATGGCTTGGTA-3" () & 5°~TCAATGAGTGAGT
CAATCAGATGCTT-3’ (r) Z H\ 7z, Probe DOECFIIL
TTACTCAAAAATTCC & TTACTCAAGAATTCC &L,
HIEEFITIL VIC & FAM vz, £L T, Logistic
regression model % VT ION 38420 BhEMEZFEL
7

T URERECIEEO P EEZHIE L, £
MR, B 1Ll R L - B HIRRE T
FER IS, ApoB. ApoA, LDL, HDL. TG, TC #HIE
Uiz, ZO%% ApoB/Al E=Re LDL/HDL FebatEL,
ION FEA= L D BEE M ARz,

F7z, SNP EAEE i A BE L oD BEE DV ThH R
T,

3. WIRHER
F7°, AlleleD HBUEE 2 M8 L 7= (K1) , &SNPT,
PIRiIOWE LS iﬂbtﬂfﬁﬁﬁfw A a0 B HE

El1 Allele HIRSEE
FRNENFRESEDERETT . SEIZLEIO BAATOR
EDHBEEERT .

FEGIE %72 AARANDAllele BEAZRL TWHEE
25,

YR IZ genotype L IONZFE A= L D [ o B #E I BV T
ApoBIE {5 D CT623T TAllele T% AT 5genotype T
IdgenotypeCCIZHE~TOR 6.37¢ 8 E 72 FREZERHT
(R1), DFY, T&H T HIEFTIONB RS Brisk A
BEIZEWZERHIBALZ, ApoBDG12619AR°ApoA
DG-T5A, C83TTILA BB EA Do (£
1)

I *Adjusted OR
ApoB HY #HL 29;%01) Pl
cc 27 115 1 0. 011
Cc7623T
CTTT g 7 6.37(1.53-26.52)
66 33 112 1 0. 602
G12619A
GAAA 1 11 0.55(0.06-5.11)
| E® *Adjusted OR
ApoAl1 HY HL (954¢C1) P&
GG 29 86 1 0. 459
G-75A
GAAA 11 34 1.41(0.57-3.50)
cc 29 106 1 0.615
C83T
CTTT 4 14 1.39(0.38-5.05)

21 SNPs & ION $4 LD EM:

# This model includes Sex, Age, kidny, Acute rejection
Immunosupressant, and Steroid Administration

RIT, IONFEA LD RICAH BEZE BV L 72 ApoB?D
C7623T?Dgenotyped L IR EE L D A1 (K2),
ﬁ"’\f@lﬁl':F'/ﬁfu'(ﬁn#%wy)@ﬁ)/)f:o

LDLZHDL . AnoB/ApoAt

B2 ApoB 0 C7623T 0) genotype &
IR & D BEE

X342 1o A R FE L IONZE A & 0 BEE O fifAfr Ot %
7, ApoBRPApo AlBM ClI A BEZELZ RO -T-
23, ApoB/ALLLTH BELRDT,



LDL/HDL

3 ION R4LmdiEREEDEE

ApoB/ApoAl

4, ER

AE, AEEOHRBTCEXZCT623TICHL T,
DemantBidgenotype TTCLDL receptor®i& @M
TL., LDLORHME T 524 C, LDLS A7 B4k
BREIUTLRBERE LY, iz, Packardbid, LDL
receptorDIEEIPELLDLIN AR E 1L, WiFEBE D BRI
HAHLHELIZY, 5T, CT TT genotype® 4 [E]D
A F CIELDLO OIS F I L DLDLRPApoB
DL PEED LR BSIONFED —D>DOER g7z
FHEMED B D,

ApoB gene®C7623TZRIIONFE AL DI, OR
6.31 LA B/ LAY, IONBAETINCA A ThiE
%% 5, A EIOREFT, C1623T£5 L LDL<CApoB i
R L OREA RV TSR TERD -T2,
LDLreceptor D{E B2 FRA T FU1E, IONFSAE D /]
|7 BB A R D ATREE DD,

o, IONF A &5 B AH o BIE i > W Tk
miyanishibiZnon—traumatic ONDIEAELApoB/ALLLD
BEREE L DV THAE L T, A BIORERNDE R
FEBIEFNT IV ThApoB/Al ELIFIONFSAE & BEE RS
HHZENHALZ,

5. #EER

- ApoBBE FDCT623TDT allelel IONFREANZ A BER
BB 5.2 OB EDHBALTZ, IONDFAETHNA
REEZD,

- 1 H R D ApoB /AL LLIE, BEBAERIONE D ICH
B BhEMEE DT,
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