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Effects of tumor necrosis factor-alpha on expressions of osteoprotegerin mRNA and OPG protein in mouse
marrow stromal MBA-1 cell lines. XIANG Guangda, LIAO Er'yuan, WANG Yunlin, et al. Institute of En-
docrinology & Metabolism , Second Xiangya Hospital, Central South University . Changsha 410011, China
Abstract: Objective To observe the effects of tumor necrosis factor-alpha (TNF-a) on the expressions of osteo-
protegerin (OPG) in mouse bone marrow stromal MBA-1 cells, and investigate the potential roles of TNF-a in the
pathogenesis of osteoporosis. Metheds  The expressions of OPG mRNA and OPG protein was assayed by RT-PCR
and Western blot in BMA-1 cells treated with TNF-« in different concentrations and at different time-periods of cul-
tures. Results (1) OPG was expressed in BMA-1 cell lines. (2) TNF-a downregulated the expression of OPG in
BMA-1 cells in a dose-and time-independent manner. (3) 17B-estradiol suppressed the downregulation of TNF-a
on the expression of OPG, whereas pyrrodine dithiocarbamete (PDTC) (inhibitor of nuclear factor-«B) had no ef-
fects on its downregulation. Conclusions TNF-a enhances osteoclastic bone resorption and bone loss by decreas-
ing the expression of OPG in bone marrow stromal MBA-1 cells. The mechanism involved in the therapeutic effect
of estrogen may associate with the suppression of OPG expression, but the signaling pathway that regulates OPG ex-
pression by TNF-a is not involved in the activation of nuclear fcator-xB.
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59 B TNF-o £ 17 3-E, B PDTC #£47 T 44
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GCA-3

Fi#E S'-CTA CAC
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TCT CTG CAT TCA CTT TGG-
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AC-37;

Filf 5'-TCC ACC ACC CTG TTG CTG TA-3

PCR 44 5 BT ¥ HE4 T IR S8 803 O 30,
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FiiF 5'-ACC ACA GTC CAT GCC ATC
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&%) TNF-a 0 ng/ml 4K ¥, €75 17 B-E, o] fHL#;
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AT LW, AR HRE, B4 S 0L R ET
H TNF-o K T8 005 o B S 050, E I E 5
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B2 M B W A M % 3R P 2 I A0 B, T
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MEREEEELRBREY, NP,
PR AR 55 R 28 A0 O B ) /s BR 1 i % 40 D OPG
mRNA 92350, TEARBEI HRATE I, TNF-o th 7]
4] MBA-1 40 0 OPG mRNA R 1 i £k,
HIE R, INF-o HEE 2GS AL FRAEBK KL
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MY TNF-o X MBA-1 418 OPG AW F AR A, #2
75 JHE 80 3% 0 T - VR SC R A R B P T R A A
A AT i v 40 B (o B B MBA-L 4,
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LB

BN S -« B(NF-« B) BRIAN & EMERHETF,
FEHEAPRAT NF-« BFFFE TR, 5Hm &) & A
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