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BE: BN BT RBSEXRRNAKRBNIREEERBMEHNMNERRES OPCERMRX R, Ak 20 L4 Ak
OPG ™" MEtE/NR K 20 HEF AR /RN UA (n=10) T A ML RFM(WT + saline) , BF 4 Ry BRI T HA(WT +
DEX, #1 X 1mg/kg hE, ULAES, B8 3 %) ,0PG ™~ S /MR L&A (OPG ™' + saline) ,OPG ™'~ i Bk /MK DEX T
B4l (OPG ™~ +DEX, i ZEXH | mg/kg RE HIAEH  BA3K). 6 AGLREIR, —MBEFTEHM CTHEIM . &R
OPG ™/ HAMARBHE B/ RERSH ENRKE BINREEAREM =HMEMK(P <0.05), OPG™'~ + DEX AMHSA
BEE BOREABAR ENEHRE B/REEYE WT X WT + DEX IRK(P<0.05), OPCG " AMB/MRERETFR
BB EENER =A% M(P <0.05);0PG™’~ + DEX AN B/NRERMETRE/NRSBEHHR WT & WT + DEX 43¥
M(P<0.05), WI B WT+DEX A2 B PMEMEMNSEHXEITHER. 68 ELKB/IR OPC BREIREER KN, 1
EXRMEBAERESEERWIER,EPB T OPG/RANKL 22, HEXM W BRIBHNEHESREN,
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The effect of dexamethasone on bone micro-architecture in OPG =~ mice
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Abstract: Objective To observe the effect of low-dose dexamethasone on bone mineral density and micro-architecture in
growing mice without OPG gene. Methods Twenty 4-week-old female OPG ™'~ mice and twenty 4-week-old wild type mice were
randomly assigned to 4 groups (7 =10) . wild type and placebo group (WT + saline) , wild type and dexamethasone group (WT +
DXM, 1mg/kg, intramuscular injection, 3 times/w), OPG™’~ and placebo group ( OPG~’~ + saline), and OPG ~’~ and
dexamethasone group (OPG ™'~ + DEX, 1mg/kg, intramuscular injection, 3 times/w). The mice were sacrificed after 6 weeks.
One side of the tibia of each mouse was selected for micro-CT analysis. Results Tb. N, BS/BV, Tb. Th, and tBMD significantly
decreased in OPG "'~ mice than those in the other three groups (P <0.05). Tb. N, BS/BV, Tb. Th, and tBMD significantly
decreased in OPG ™'~ + DEX mice than those in WT and WT + DEX mice (P <0.05). Tb. Pf and Tb. Sp significantly increased in
OPG ~’~ mice than those in the other three groups (P <0.05). Tb. Pf and Tb. Sp significantly increased in OPG ~~ + DEX mice
than those in WT and WT + DXM mice (P <0.05). BMD and bone micro-architecture parameters were not significantly different
between WT and WT + DXM mice. Conclusion Dexamethasone partly extenuates the bone loss in growing mice without OPG
gene function. It indicates that in addition to OPG/RANKL pathway, dexamethasone affects bone metabolism through multiple
pathways.
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# /N R BN R B SR AL T 4 AN B IS
ERBEN, RN EEREERGEA RS TX
WA, AR EREZEMNELW,EAK
PFFEAR AT th — B4 10, 8 1 3l WA B X BF 58 0 B2
FHMEMSERMBGHRZHMEAFEEE L,

3 H Z (osteoprotegerin , OPG ) i@ i3 5 NF-kB 3%
&% £ ] F (RANK) B & (RANKL) 45 &, M1 i
RANK/RANKL X} i B {5 5 & R G, KIEH
P EREMY . BRER, OPG il i £ M ¥
EABEFAEZEEFRYERBRCER NS
T, i OPG/RANKL b % 2 S B 5808 41
EHERMNEERE, AEZmERZ AT HLE
& 2% B9 OPG WA FR/EA + oMM, OPG ZE R
B/ BRAS U B BB AL AE A B R 4 it T —Fh BT i 38
YA AL T B B TIRA B OPG i & LI 1E AR
K7, ABEGTE i RN B FE KB XT OPG 2
DR A/ R B I B R B I U, USRIl 28
K B AR U 18 5 B9 BT LA

1 HR5HE

1.1 LB R e

4 FE# SPF &% OPC EF BB A4S+ /MR
(OPG ") 5EAR(WT) /N, th g T ERX A
YFRIERBEARAARME, OPC /NREHI &S
% Bucay ¥, 8 B # B 1k PGK-Neo, ¥f % 15
OPC HHEM =K OPGC HHE 2 5N FIF
FFLABIG, RAH CSTBL/6] x 129/SV & R #
OPG ™~ K WT /MR B OPG 424 F (OPG* ") /h
BAHECE =, ERATRH, BRRERAAK
DNA /£ PCR EEHE B K E, 20 2 4 [F# OPC ™/~ #
MR K& 20 REFARNEBENL 2 A (n =10)  BF
H R R (WT + saline) , BF A= 2 it 3K #y T 1
4 (WT + DEX, #h ZE K Img/kg (K E , LA T4, &
A3 w) Y OPG ™ Btk /N B BRI 4 (OPG ™7~
+saline) ,OPG ~"~ k& /N R DEX FHiH (OPG ™"~
+DEX, #1 KM 1 mg/kg th &, LA S, BA 3
K)o, 6 FBEE 12 h JFLAFE/NER, WENMME -
TOCHRFE . B—ME & HER p)CTH# S &
RN E,
1.2 B CTHW LI

LRFAEHM CT A%HE GE AR FAK
explore Locus SP %!/ & ( GE Health Care Co. ,
USA) , ZEZZ LA TAM /MY EERERA, X
HERABM = ERE AR, BES S HEAILG6S

pm x6.5 pm x6.5 um KFE, AR IFHETEH L
FHRERAGRKMEENE THABEEESN,
FEEECESRBE, LR EHB IR RS
RAEBERE WG R FH 70% BEN AN R,
TR BRE S R IR, BRSNS EER
T3, AFRSHEIANT & £ 80 kVp, HL I 80 pA iR
SeHtfE] 3000 ms, 93 7 X 220° BE B, A AR
0.4°,8.0 pm x 8.0 pm x 8.0 um & & % 17 7] &
SR, RBRR AR 528, Ll Fluro 77 X
EEREHTREAE, Rt AfmEAE, &
CT AR IE.

AsERE , F i & ERe s hof CT fH. L
70.0 pm x 70. 0 wm X wm & FK #9451 [6 4 4
WREEAMRANBAREHEE NEEZRG T
A EBRREEPERESS mm MEREIERE KR
T750.8 mm JZ2E 0.7 mm & 4 40 B X B
(region of interest ROI), 4T 14.0 pm x 14.0 pm x
1.0 pm REN = HEBH, HE=HEER 0 HITE
FEEMBNFREEEESW. LA AR A MR EE
FHREEREGER, TRER k. EED
7% Fl MicroView 2. 1 + ABA (GE Health Care Co) &
., mEENESEEE:. 8/ PDREBE T (Tb.
Pf) KW B % (vBMD) A LA -F%E (1BMD) &
RSB (BV/TV) B /NRJEEE (Th. Th) (H/D 3R
B (Th. Sp) B /NREEE (Th. N) FI-8/NRECE®E
(Com.D),

1.3 SiteibE

B A 4 3t 43 ¥t il SPSS13. 0 #% {F /& ( SPSS,
Chicago, IL, USA)5E i, £H [B) 35 %k Lo 3 P w2 Sr B
A KK, P<0.05 ERARITFEL,

2 &R

WEE ucT HSHEMHE(LE 1 kR 1),

OPG "HEMB/NEERBRSH B INREHE.F
NRIERE I WT WT + DXM & OPG™'~ + DEX 4
FEME(P <0.05), OPG™'~ + DEX HHB/NEHEK
B ENRERE . BNREEHE WT & WT +
DXM 4 [EK (P <0.05),

OPG HMBNRERMKEFRENRESEE
¥I8 WT WT + DXM & OPG '~ + DEX gl hm(P
<0.05);0PG™"~ +DEX M B /NEHEAMA T RE
INBE BB WT K& WT + DXM g (P <
0.05), WT & WT +DEX A2 B &/ NREMEHS
BB LFEITF2ER
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SH3I ABRRTHEGEENREEEHE" . 8RN
BB KB, /N B 28 K 40 3 1 38 OPG/
RNKL AR ERFFE RPN R E®EAEKER,EHX
A R XM AN EST SES HERAE
OPG F XK. WL, N 7T #— L HRIT/NF B KRR
MEKRBIREFEREMENREZRERYS
OPG BIZRIKFR , T ATHE A /N B 3 2 K A8 T T 4
JE i OPG 2 R EBR/INER 6 A J A 0 & 2 B R A
WA, FHRER OPC EH NGRS KT, B R
W E RN, B R, B NREN ERE D
REMFER, R RB/DREIFRIE I 10 8RR L
o /NGB HEFE K FS T T OPG A BB /MR 6
ELENREEN L, BANREES M, Bm T EE
EIRREGH BB, RN, /DA &
EXRMAEH 6 AE MERSERETEE &/NREE
EHDMRBEIBL, BENMREBEY K, SRE
AEAEKP/NE, OPC 2 T g B 2k B, b ZE K M3
AR FHENBREEREN, R HERA N F R
BRI R £ 07 |9, o] B8 £ %@ 12 OPG/RANKL
RO @AM E R, EHEMAERB/NR,
/NGO B R K (BT T 45 2 X B R B R
REW, SRINBEFRGER -,

BE 2 F 50 B, 4 BT SR AW ) B RE A TR T
Ho iR A A R B R A RA T R
e, B 5 B AR A AT L R R A D 4 T T
HBCE MR T, R R EMEX AR NE
SRR R TR B 2SR E S LR A B
SHEX,UFESHYRELR, SAHHENXEM
AE. AP AR, b ZE RN TR
PINP 1 CTX 5 T B, BB #% 5 R IEMK, 72 8 Al K
RUYHEMER. ELELE T REAMRRERNIEE
TREFWEREVR AT, KREHAREOANE—
EREM. RIESFRZI, # 2K (125 pg/d) T
W8 /AR 25 H ERERMEBEFEES,
BEREEEERBERBERE, I Bl SRR
BRGRERK, MEKENREFRS" W
98/ BRI 5 B LR RN, 3875 b ZE KA X B
R B9 £ 4F A AT ARl A el RAE AN B8 60
M, i ZE KAt R AR B s 4 B A A i TR
A, FEAR R A A AR R

B2 R AR RN R /N B FE K A )
WA EREM R EELARZWE,; 4 KD
/N OPG BRI DI RE W A& I, 3 SE K A A B 15 90 B
BERKER, RUMEXRLSFAROEZRNED

J7 TR, /N B # 28 K A PT@ id OPG/RANKL R 4t
Z b A I AR
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