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(HE] & 4 :% % Graves & B F i % % B (testosterone, T) W & UL K 340 JE oo & 40 g A0 B 4k 8 41 40 o 48 % & % K (androgen
receptors AR) K P, LR W R R E 21K 5 Graves W #I X R, 7 ik : W 8 #l & ¥ Graves 75 & # 8 1 ¥k R IR & 4 K 8
PlEWERSBHEIFENEL RAER AN AN E R TRE.AARKLELERNEH AL G @EH R E
(DO# &AM A RT-PCR B A 1 & 40 AR 8y mRNA k3k , 2 Z AL FERMNFRELL AR KF., 4 R :Graves
o7 20 Fu st B4 % T WK JE 4 31 F (66080) ng/L K (6202£100) ng/L,HE L H B £ F(P>>0.05); WA A & 4 i *H-T
e B AR A A B (381105 L & /40 i . (572 £141) G & /40 fl , A 18 £ 7 B 2 (P<C0. 05) ; Graves J7 & # b Bl i & 40 fig
ARB mRNA XK BB ZH THBAP<0.05); A EANBMNE T .Graves HEHF FRBAL ARKFEET TEH TR
JR 4B (P<C0.01), ##:Graves HAEF MY THREREF M EALWE Lt E4F &40 AR 8 mRNA 3 3k fn ¥k i
AHF ARK TG . FREVNGRPER AT, MO TR EREFATHERZELE I TR ARTHBET A E
EERM MK, SR A AT EAEAFED NSRBI, ENZHE TEH AR 9 T,
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Expression of androgen receptor gene in thyroid tissues of patients with Graves disease

TANG Wei', HE Jin*, FENG Xiao-yun', LIU Zhi-min', LIN Lang', TAN Wen', ZOU Jun-jie® (1. Department of
Endocrinology, Changzheng Hospital, Second Military Medical University, Shanghai 200003, China; 2. Department of
Pathology, Changzheng Hospital,Second Military Medical University, Shanghai 200003)
[ABSTRACT] Objective: To observe the serum testosterone (T) level and androgen receptor (AR) mRNA expression in
peripheral leukocytes and thyroid tissues of patients with Graves disease, so as to investigate the relationship between the
testosterone and androgen receptor with hyperthyroidism. Methods: Blood samples were collected from 8 female patients with
Graves disease.8 female patients with thyroid adenoma and 8 healthy control subjects; the patients were paired in gender and
age. The plasma concentrations of testosterone were determined by enzyme-linked immunosorbent assay (ELISA); the [*H |-T
specific binding sites in the peripheral leukocytes were determined by radioligand binding assay; the expression of AR mRNA in
peripheral leukocytes were determined by RT-PCR; and the level of AR in thyroid tissues was determined by
immunohistochemistry method. Results: The plasma concentrations of T were (660380) ng/L and(6204100) ng/L in Graves
disease group and control group, respectively (P >>0. 05); the [* H]-T specific binding sites were (381 4 105) sites/cell and
(5724 141)sites/cell in peripheral leukocytes, respectively(P<C0. 05). The mRNA expression of AR in Graves disease group
was significantly higher than that in the control group(P<C0. 05). The result of immunohistochemistry showed that the level of
AR in thyroid tissues was higher in Graves group than that in the control group. Conclusion: The plasma level of T in patients
with Graves disease is similar to that of normal controls, but the mRNA expression of AR in peripheral leukocytes and thyroid
tissue is higher in Graves disease group than in the control group, which is supposed to be a protective reaction. Moreover, the
binding capability of AR is lower in Graves disease group than that in the control group, which is probably caused by the
accelerated decomposition of AR.
[KEY WORDS| Graves disease; receptors.androgen; leukocytes; thyroid gland
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ceptor, ARVE T AR 14 e S% 800% 1 A & AR
RN, ASHE 5T 3 LL AL Grave i i85 5 1IE 5 %) 14
FHAMA M KRB Zh T 5 AR K 8 0 H
£ Graves ¥ 1 A9 VE HBLHI & & X,

1 X&MFIE

1.1 % Graves 5 EE 8 B, Lk, ik 17~61
(3717 % s HUIR MR BRI Lo M 3 8 1), 4 0% 27 ~
56(43+10) % s fEIRKE & 8 ], &bk, - ih 24 ~55
U113 %, FrA A& B Jo.o il CE &N
SRR . HL A R Sz WO A JF 4 8 0 TR R
B, B 2B TR 8.00 fhHUEE kI 20 ml, T &
POBE . /0 B (40 5 10, 400 T B B N L b
AR AE % . 8 B Graves 5 8 F0 8 4] IR
[ R £ T A B 5 AR AT AR IR T L R R B
Graves Ji B 2 k5 X B R AR 20 21 F0IR AR IR 98 ] el

EH HARIRA S Z A,
1.2 & A #EHF T500 B F Phamacia Bio-

tech 23w T304 I ¢ S8 T D 2 3 7] 0 B R L
A RA AL SRS RN F Life Technolo-
gies A ], —PUA SP A & A bl A
ARAEBRAF L H-T W B 5B, Haialn gy
ol = N T

1.3 g ZOK-Fal e ARG A g% ik I I
T WRE,

1.4 $rRA G @M H-T i ge1z a8 RH
AT EARSE Bk BB B 48 Hanks (pH
7.3 WA E(~3) X 10" A4 /ml, B 0. 5 ml &
W 1 nmol/L WP H-T, 37°CH£IE 1 h, FA VKK
28k 2 Ny e A ) B R A 4R R R (FLAR 1 pm,
Whatman GF/B) i K1t , 4k DL 3 ml % PBS Uk 2
W, BEREZ 80°C 20 min MET, AN MR, FH %
Beckman LS-5000C ¥ N4k, R 3 10 A ik
JEAE— AT

1.5 $FARG@mi AR mRNA &k ethenl B
B0 A1 I 40 R SR T S R -2 - A
— ik, ORI AR 2 LR A T S
RNA Fdh,

RT-PCR 514 f1 i E Rl 2 B b1 A ) 4k 24 B 5
FrdEft, AR 51 %)% 1 40 K. Primer 1.5 -CAC
AGG CTA CCT GGT CCT GG -3'; Primer 2.5~
CGG GTT CTC CAG CTT GAT GCG-3' ; Primer
3:5-TCA GAA ATG GTC GAA GTG CCC-3', B-
actin RNA 5| % /¥ 5 41 F : Primerl: 5'-TGG GCA
TGG GTC AGA AGG AT-3' ; Primer2: 3 -GAG

GCG TAC AGG GAT AGC AC-5',

B RNA 1 pg. 10 pmol Primer 2,70°C 48 ¥
10 min,dNTP (10 mmol/D 1 pl,DTT2 pl,5(Buiffer
4 pl, Superscript i 1 pl, T 42°C B 1 h, 95°C5
min Z¢ 1E B, B 5 pmol Primer 1,5 pmol Primer
3. kW) 1wl Tag B 0.1 p1(2 U), 10 (Buffer
2 plodNTP(2. 5 mmol/D 1.6 pl, MR BARF 20 pul,
94°C Wi A2 ¥ 5 min, 94°C 1 min, 64°C 1 min, 72°C 1
min, £ 30 MEI,72°C ZEfH 10 min,
1.6 FARIRALR AR K-F#n  GEHLEL
16 51 AR B AR A 28 10 Do v 1 P TRE B 2 , o R K
A, Y LR S pm, & HIRFEE 2
i i s 5 7K, FH 3% Ho O0 K B WAVE 10 min, B 25
POUR PR 2o ST T T L 2R AR K sk SR 0. 4%
B I 32~33°CHEF 10 min, 28K vh ¥k, U1 H
1AM R 22 v (0. 1 mmol/L.pH 6. 0) T ik o
92~98CHEEPIIR 10 min, FILAE 10 min, B
Z2 v (PBS) e I BELWT 1l 75 3F P41 20 min LA 2D
e G 6, A — B R BUMEM R Z K R &
A°CH®, PBS YRk )E N A P FPi ik, =i
J¥H 30 min, PBS k. IMA ABC &Y =EIRET
30 min, /5 7E WA B A K (DAB) ik W
8 5~15 min, 76 W UE T &6 WA EE, PBS B
VL INARRE S Y BB B CBEI K, B W gE, DLE A
AR FHAE B 1T 51 BR 38 2R 95 A8 bR AS S BH P X R D
PBS RE—$0 ., Pu MBI xt B, 0 A Y S B A
0 2k BE PR 240 B BEPE 48 36 =20 %6 2 BE PR S B 1 248 if <<
20% RHIPE, B2 A TAE NGB — W —Y) Fr,
PL20 N W7 25 SR A% % IS AR Ry 32 A Pk K A AR
i,
1.7 %t BEER G o A A AR 25 5
R HIE L, v+ Bon A BBBELLEMH K5,
B P UL 7 2 S 9 B i A TSR AL D, B Stata
8.0 GLil 4L, K H Fisher KoMt R L Fr 4811
SIS

2 # R

2.1 s TARFFG@E H-TE AN E M
3 T K Graves 5 20 F1 % 18 2 43 51 A9 (660 £ 80)
ng/L M (620 4= 100) ng/L, W4 & W B 2 7
(P>>0.05), 40 Af° H-T 505 Fc i 45 4 I 52 45 21 2
043y 3 R (381 4 105) Ml (572 4= 141) v A5 /40 g,
Graves Ji L3 ] B AL T X B4 (P<<0. 05)

2.2 $FE & & K AR mRNA &% B4l PCR
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S 7 ) R AT B T LUK JS 28 O Ot B EE A L LA
HOL® BEE R AR mRNA ik & A, Graves i
AN A mRNA Kk & 3 & T 1E % %
M2 e 1 R,

kb M | 2 3 4

398 —
57—

1 Graves f& 2& 53T B A 5ME In A 405
AR mRNA RiEF=YHBREKBIXER
M:pBR322+4+Hinf 1 ;1,2:Graves i B #2H ; 3.4 . 1E 7 % 40

2.3 WIRKRAL AR K-F#N  Graves A HH
N SR U8 NS VA T AN (R Y 7 s i (R
e e, LIRS PN 43 A o T AR R R A L R A R
T L BH P SN ) S AURE AR L B v R S R RN A 34
2 A PF P e 2 A i, S AT 28 Y v O 5 4 L I
T Es (B 2A) . PH X BE 4 /i 91 R 98 AR A AR FH
P S5 5 AN 200 L J5 R 440 i A%, A0 K B
gett (& 2B) . B XS BEOR 250K s B0 g 68 )2 iy (&
20), Graves Ji HARBR 41 AR PHM R (75 %) 3%
IR X AL (12, 5%, P<<0. 01),

3 W it

B G P 1Y) 90 R AT AE 5k 0 22 5
AR LS RTE B B S BEVE B B 4 30 4 ok

2 REHAUZERRNFRBAR AR KF
A:Graves Ji 41 HBR BRI L B2 00 5 B 551 BRE 5 A CBHEXT D 5 C. PRSCB X )

TRV LB M, AR J& IS [ % 52 1k K%
M — B AE AR N5 12, Liva SR KB T
ALl AR AEHTT CDA™ T ik EL 4, 3% i 1L-10 4
JL PR ¥ 1943k . Dulos % WF5E AN, T W)l 3 FEAIG
CD4" \CD8" itk EX 4 9 Lo i), I3 ik AR o 2 fiy i
20 B U T, M B 2 (estrogen, E) & H M AEH
Y HCHENT . T F1 AR W BE 2 A B G 0 1 5 400 1k
2R R Z —

Graves i 199 IR B, B HTE A 5 8 & A
B Rt 2 B ik = A % . ABFFEXT Graves g i &
M T e B2 Ko AR AEAM & i 1 200 Jf A AR iR 2 21
B KSF-HEAT T W4, 45 R B 7R L Graves Jig J 3 1L 2%
SH-THR BEACE # % BZH o] B 28 4k, A0 A I 1 40
2 AR mRNA FIKHIE 5 X M4 2 (P<<0. 05),
{H A2 PR 454 1 P 2 35 FEIR (P<<0. 05) , 5 BETEMF 5
ZEIRUAHMRL, XA mRNA R 5E A4 6 /K FH
M 25 5. AT B S Graves Ji 83 H 41 il AR mRNA
B AR 1 B A o AR 2 B R B AR B 23 i s A

T, AR

Ko WA HER LT AR BERL G HREN
AE & 8 245 5 1 P A

ANAE BT R 4 AR SN L ] e
I 45 S BEAR Y B 22 R A

ALY 0 45 5 7R, Graves i 8 3 HUIR IR
T80 4 A Y A BT R AR KPR T OE R R R 4
LM B A A, SRR ER. Y T 6t
Z B AR FEEAL T MR, NIRRT T fF7ERT, AR
) = B8 AT M, OF HORE 98 W00 AR SOh 1 i K]
M5 5 . BETIA PR R A 0] 3R] & AR, an i)
VR R o A 0 M T S R A i B Ak R R Y S
PETE R . P, Graves S5 8 7 FH R R U8 060 48 i 149
B AR mRIE L 7R T AT REIE G AR X HUR i 41
LR EN .,

DL B 55 3 4 00 DA BRL K P AR 1 KSR SE T
Graves i 55 AR 7E A A Il 71 248 L A0 R IR 08 v
20 1 RS L 2 SRR IEBLR TR Graves Ji 1 & 0% Tk
—EVEHT, RARSE T 520 40 A 2 6 i AL i e 2R )
IO T T A1 AR VR HIHL I B8 1 KLt , X €
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BETEX MG63 4tk TRAIL 3% #) &M

B H, Ik BEF,EZEF.EER.K BB O
(RS 82 BE B N A b B % 223001)

[(HE] QO NEAFRKRETEEFETARE AE MGO3 AWK ET AN FHXATHEFEAR(TRAIL X X # &
%(OPG) .47 B £ E AR (OPGL) #y % 3k 4R W 8 R & R AL o 69 Zom Wl %l . &k« AL R Bk 5 7 4 # (5. 5.16. 7.33. 3 mmol/
L) 4 B | ¥ 2 1 MG63 4 8 24 h, %l RT-PCR #% 4 Ml TRAIL,OPG.OPGL mRNA # 5 3k , DL % 5% 41 28 16 5 3% 4 0 MG63
4 TRAIL By &3k R oA, 48 °F Bk 8 47 8 30 3% 19 MG63 %8 il ' TRAIL ,OPGL mRNA # & 3k , 3 3 B xt i 41,
5.5 mmol/L 4 ,16. 7 mmol/L #4 ,33. 3 mmol/L 41 & it |5 # ¥ (P<C0. 05),OPG mRNA # % 3k % B i i 5 # % (P<C0. 05),
33.3 mmol/L # TRAIL mRNA & A& F ¥ £ & Tt B 4 [ (1. 00440.070) s (0.74040. 023),P<<0. 05], TRAIL % %% X M [
U FEELNEETHEL, 2R F5ERETHESIRF AT TRAIL 2 OPGL 2% 3 4 ,0PG £k Wb, X T E
BREERALENEEZLRILA 2 —,
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Effects of glucose on expression of tumor necrosis factor-related apoptosis-inducing ligand in MG63 cells

ZHOU Wei, WANG Jia-lin* , ZHAO Ya-ping, WU De-ping, HUI Liang-liang, ZHANG Yong, GU Yuan (Department of
Endocrinology, No. 82 Hospital of PLLA, PLLA Nanjing Military Area Command, Huaian 223001, China)

[ABSTRACT] Objective: To observe the effects of different concentrations of glucose on the expression of tumor necrosis
factor-related apoptosis-inducing ligand ( TRAIL ), osteoprotegerin ( OPG), and the ligand of osteoprotegerin ( OPGL) in
osteosarcoma MG63 cells, so as to assess the role of glucose in pathogenesis of diabetic osteoporosis. Methods: MG63 cells were
incubated with glucose at the concentrations of 5.5.16.7,33. 3 mmol/L for 24 h. The expression of TRAIL. OPG and OPGL
mRNA were examined by RT-PCR. Expression and distribution of TRAIL in MG63 cells were investigated by
immunohistochemical method. Results: The mRNA expression of TRAIL and OPGL in MG63 cells increased in the order of
control group, 5.5,16.7,33. 3 mmol/L glucose groups(P<C0. 05),and the expression of OPG mRNA decreased in the same
order(P<C0. 05). TRAIL mRNA level in 33. 3 mmol/L glucose group was significantly higher than that in the control group
[(1.00440.070) ws (0.740+0.023), P<C0. 05] and the expression of TRAIL was stronger than that in the control group.
Conclusion: High concentration of glucose can lead to increased expression of TRAIL and OPGL in osteoblasts and decreased
expression of OPG, which may be one of the key pathogenetic factors of diabetic osteoporosis.

[KEY WORDS] diabetes mellitus; osteoporosis; glucose; MG63 cell; tumor necrosis factor-related apoptosis-inducing ligand

[Acad J Sec Mil Med Univ,2007,28(7) .771-774]
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D VNS (€ = R 7 I DO R Y o o1 W il N I B
IRFE R 40 G R 12175 F LK (tumor necrosis factor-
related apoptosis-inducing ligand, TRAIL) & # &
IR 98 B DR - G 1 B L T 3R GR TR Y
VFZ 280,51V 22 I > R 1 4 1 5L A7 AR o i R s
TERSS I SR a1 I — 2 g &
G RE P e R AE I . (0 TRAIL 76 8 IR B i
A g 2ok R R AR AE T B AT W IE ., FAT
TSN [7) e 5 4] e i B B T HAT B 4 i 55 28
RRERY MG63 4k h TRAIL KA 8 % (osteo-
protegerin, OPG) . ¥l Z FL{& (osteoprotegerin lig-
and, OPGL) f 351 00 o L7E — 25 3R 0Bl IR B J5
B A 1Y) I BIL A

1 MBFFTE

L1 ## 55 106 FCABUCE RE MG63 21 A #k
HH R KA I B B AR P 4 T F 5 BT B s MEM
R FR WO A Sigma 23 w6 5 I A5 1005 W BT DY 2
A=) T AR BRI 5 BT 5 2R I3 11 & 1 &% TRIzol i 5
& A Gibeo 2 Al 5 i %% 5% Je i ) & W H Pro-
mega 2~ A ; PCR #7843 5% & Al DNA 8 & marker
W H TaKaRa 23 1) s PCR 514 p1 Jb o = 1l 75 A 7
G, BBt TRAIL gL A 255 4 =K
SRR R R S WO R s AW R AR D i FE PR 1eG
Vil A 52558 v s ABC B AW HAEE AT
A HE ;DAB W H Sigma 24,

1.2 @i K5 106 18 MG63 40k, L 5%
10° /1L %5 B35l T 15 37 0 5 7] 8 2P 240 A B, 4%
FHSEHE 4 3% 7 mm X 22 mm 5 3% A A9 1% 55 0L
O 10% AR 4 L% .50 mg/L 4E4 R C (LB
21 MEM #5558, T 37°C 5% CO, & T3R5 2
d ¥l 1k,

1.3 F#XE LM T 50 ml 40 M5 TR D
MG63 4l il 35 60% ~70% L R AT 40 A Y
MG63 28 LI BE J5 L BY 23 54 & 1 g/L 4 s F &
F ) JC I MEM R F2 085 35 3 h, 1550 5 H & AT
WL A A MR MEM iR T80, 40 4 4. (1) K
FEEERF IR ; () F %05 5. 5 mmol/L 4 ; (3) # %5 4
16.7 mmol/L 2 ; (4) % & #¥% 33. 3 mmol/L #H, T
i 24 h )5 400 5 RNA 47 RT-PCR il , 40 fifg
il AT e B AU AR, DA b 45 A S 56 4l 3y
25K,

1.4 RT-PCR TRIzol fili#& MG63 4ii i &2 RNA,
B2 pg B RNA, 38 563850 & 8 i cDNA, #1iK
1 pl cDNA 47 PCR §"# OPG, OPGL, TRAIL 3%
AL L B-actin JEH A X, OPG LiiE5| 9.5 -
AGT GGG AGC AGA AGA CAT TG-3', FifF5l
#1.5'-ATT GGA CCT GGT TAC CTA TC- 3',¥"
WK BE N 268 bp; OPGL 5.5 -GCG TCG
CCC TGT TCT TCT AT-3', Fi##5I 4.5 -TTG
GTG CTT CCT CCT TTC AT-3' . 98 K Ji# Hy 598
bp; TRAIL L5 #.5-GGC ATT CAT TCC
TGA GCA ACT T-3', T 5 #.5-GAT CTC
GTG ATC TAC CCA CCT T-3', ¥ # K & 908
bp. KWK Z N 25 pl. BFEIK 18 pl, 10X Buffer
2.5 pl.Taq [ 0.5 pl, BWETIMI45 2 ul, FlHESI 9%
2 pl M1 pl, OPG B 554 94°C FZ8PE 3 min,
94°CAEME 30 s,55°CIE k 15 s,72°C ZEfH 30 s 3 30
G G I 10 min, OPGL W 454 94°C il
A5 M 3 min, 94°C AR 30 s,55°CiE 2k 15 s,72°C ZEfif
40 s 3 30 MEFF, f S5 AEH 10 min, TRAIL
Zeff . 94°C FAE 1 3 min, 94°C 25 30 s,57°C B k
15 s,72°C HEAH 60 s & 30 MEH , e J5 EH 10 min,
310l PCR 9787 ) F % 0.5 mmol/L 1Rk
CWER) 20 g/ L Byl WE R I vl VO 40 B, I FH 388 i 1k
BT RGEAT S5 6% B R L AT A8 5 B-
actin JG% FEAA MY LU AH R & 4645 19 mRNA FHX 3R
ik,

1.5 @M EE IR Z 40 g/L FEE
e 2R oK CEEREMBK, Ho. 5% H
T - MUK 2 A R 30 min, DL H Y U8 1 5 SR A
fitf . NPT TRAIL fsg BEHUIR CRBEE R 1 ¢
2000 T ACHE ., MAEWRFFICH FEDR 1eG Hiik
(RN 1 100 F|RIEF 2 h, D L& L RZN
¥IH PBS (pH 7. 3)#E¥E 5 min X4 K, I ABC &
EYHBEEN1: 200 FiRMWHE 1 h, DAB (&
DAB 5.0 mg,PBS 40 ml 1 30 % AU K 40 pb) A
10~20 min, Wi/K . EH X DPX £ R, WA K id 5%
251 . SR Olympus BH-2 )6 % & 3 55 W %% 3 4%
Ao DUEE S & PBS A0 — e, /F b B4
Fas XTI

1.6 it H SPSS 13. 0 # M f vk 7483t
IINT . T EFFERE R x5 R, 4l Al oA A A
RO 2500 AL R R L3 T LSD-2 K3, 7 25 A8 5%
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HCHE FH A R A7 B D [ M(QR) 138K, >Rk H
e FIR 8, 2 18] 95 4 L 488 Nemenyi B4 56,

2 &5 B

2.1 #E S MG63 248 i TRAIL,OPG % OPGL
mRNA & #% RT-PCR @& 8458 B8R,
ppERE L MG63 41 Jfi TRAIL mRNA A&k,
16.7 mmol/L K% 25 ¥R vl B VR AEH, R 1E
33. 3 mmol/L B3 b8 4E AT 8] B (P<<0. 05).
R A REAE R MG63 4 i tf OPG mRNA # %
KSR 5.5 mmol/L % B4 AR H, 16. 7
mmol /L /% ] %5 #% ) AT B IK OPG mRNA % ik, Jf
TE 33. 3 mmol/L B X Fp R 9845 H BB 2 (P<<0. 05,
# 1), A b e B MG63 41 ile  OPGL
mRNAF £ K, X 4. 5. 5 mmol/L.16. 7 mmol/
1..33. 3 mmol/L % B4 , OPGL mRNA Y% & (i
4 R LB DY A3 o B R BED [MLCQR) 143 51 2k 0. 107
(0.008),0, 114 (0. 015), 0. 206 (0. 040), 0. 234
(0.037), 33.3 mmol/L 4119 OPGL mRNA 3 ik B

-,
n", - e
-
#

a . .. 4 ©®

B 1
ALK IR ;B 5. 5 mmol/L # & 4 ;C.16. 7 mmol/L F & K4 ; D. 33. 3 mmol/L #j %5 B 40

3 i it

B BB 5 8% A G, SR B E 4 L COC) Fl R &
L COB) Z A A i 25 5%, Bl se i 3k
HA 04 DR R U e R 209 B 36 B Ok B i I BT
B T 1 A0 B AR b T R T U 2 L A A R
RFBICT W PR X B A % 52 i 32 22 8 3R
WO BT R 5 2 L WG R R T
T Gt AR L ) o D R AN, R
S ML 8 B2 4% R AE R 9 e B0, L RO 5 e B R
g AR KR -1 Bz RREE R BRIRAS | R 3

 —
s

T R4 (P<<0. 05),

2.2  # E ¥ MG63 % i TRAIL % %% 40 2240
FeuhYm  TRAIL S5 N FHM: 40 2 2R TE
R AN B P S A 0 ORE L T
JTN L MO AZ B, e 8 SR T IR (] 1A) K& 5.5
mmol/L 41 (F 1B) 1, TRATL 58 [ vy 7= 49 5 [
w55 FHPE . 7E o T R A AL TRATL fieg8 J2 hE
FH P 90 S5 25 B T W 3 5 () 1C.1D)

£ 1 AEAREFEEI MG63 4k
TRAIL ,OPG mRNA % i # 82 1g
(n=5.r=ts)
@l OPG TRAIL

popiikil 0.961+0.028 0.74040.023
Hi % M (cp/mmol « L™1)

5.5 0.960-0.013 0.781-+0. 023

16.7 0.91940.019*4 0.884+40.035*4

33.3 0.90740.014*4 1.004+£0.070*~A

* P<<0. 05 5 B4H % ;2 P<<0. 05 5 5. 5 mmol/L % 240 1t
5 ;A P<0.05 5 16. 7 mmol/L % W 2 Lt %%

AEIREFHEFEX MG63 4 TRAIL %95 | 52 7= 41 89 5 1i (SABC, X 200)

TRZETR = 36 22 T IR 9 o 0 S5 6 (A w0 B
F18) 240 R BIL ) 1 R e 1

TRAIL Sz A& B4 b 988 Y8 58 R 88 5 7% 1) A
T FL. EIR LA SN W 2 I A8 h # A
TRAIL mRNA £ ik, TRAIL & —Flfe 5 £ fl
ZARGE AL RS ST T VR R 40
TRAIL 7 5 324K . JE T2 Z & (DR4.DR5) | 5 % 52
& (DcR1, DcR2) F1 43 i % 52 & OPG, TRAIL 5
DR4 \DR5 M EAEH i 55 22 4L 8UR U5 4 il 8 4i g
PRAGEJH T HRfEIA S L AT, TRAIL 1
WA SZ R DeR1 SEZ FET- DI REIX . DeR2 H & H
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FET-IREIX B 1/3, AN BEA 5 8 T2 H 2 ] DL
#l DR4.DR5 /- FHYTHT-Y . OPG Z—A 43 WA i)
TNF ZZ A&, i AR 0 — A~ 22 09 5 3 8 5, g
I OC Az B 3 A W8 Wl 38 i % B 1Y
YEH . & E it b f k45 A OPGL & 4% 8 4 b
ER LG & 215 OC A By G B 1 20 Mo DX . 3 i
YET OC L3214 RANK Hli# OC ¥ i, 731k K
AL R B IR, OPG 38 4+ 145 & OPGL, B Ik
OPGL 5 H ¥ {5 5 2 & RANK 25 & . 0 il
OPGL/RANK XI % ‘B 4t i 1% 5 % 5 (4 0 4k, 9 2>
OC A . R FESLE B AAMEH . OPG iMfg#E i 5
TRAIL B sa 4R 45 & M il TRAIL FIAET: 52 1Ak 45
AL ok Md TRAIL % S Al - 1EH. Rz,
TRAIL 9l 254 OPG, A B A A Xt J5 i T g, B
nf e R BR OPG X OPGL Ay 454, il & i 3 1
Tk B 440 R0 ) A RS i B AR . T L OPG
FITRAIL 2 A8 5 A6,

T AT N FE PR K P 0 22 T R [ vk B R A B
MG63 4 i #k H OPG,OPGL ik, & M
FEREME OPGL mRNA 2% ik 34 i, 52 70 2 4 0 M L b
WS . OPGL mRNA Rk &, i [l i g
i MG63 48 th OPG mRNA (i 2 1% , {41 g 4
OPG/OPGL A B I, $2 75 &5 5 4T B 40 f o
OPG/OPGL /K- By 875, 7T GE 2 15 IR 3 B0R B b
FARE I BLE Z — = B 5 OPG/OPGL L {8 2% 4
SECE FRHAS . FRATIIE R B s 41 Uk Y A
LR F] N [F] e 3 4 A 0 X MG63 4l iig bk TRAITL
FIRA W, K I BE 2 A A S Ak R B T L TRAIL
mRNA Fik# £ TRAIL 204 T M5 A, & 8 2R
BEnl 5 B0 TRAIL f % Je vy B ) B B 8 3 %2,
TRAIL 2 540 f 08 7= K4 i 7 L X 3878 T &
TR B A B T BE R i TRAIL LA 23 i 5855 4
WHIE AT OB WP T2, A8 35 OB W 8, &
BB Y B L SRS KR A T — T B A
B F TRAIL £k £ v w4456 OPG. BT
Ja# X OPGL 45 & A2 T OC B H ¥4 £ 1 4y

e, & TRAIL B FE T 52 AR5 B 2 /K 764
PR B SR R R K R i AS AR D A Ry T RE—
ORI

[Z % X K]
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