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Fig 1  Effect of estrogen and insulin on activity of 5- regulatory re-
gion of hIRS— 1 gene. Lane 1- 4: cells were contransfected
with pGL3— hIRS- 1, pSV- B- Gal and pEO, then treated
with 0, 1, 10, 100 nmol/ L. estrogen for 24 h seperately; Lane
5- 6: cells were contransfected with pGL3— hIRS- 1 and
pSV— B- Gal only, then treated with 0 and 1 nmol/ L estro-
gen for 24 h. Lane 7— 10: cells were contransfected with
pGL3— hIRS- 1, pSV- B- Gal and pEO, and precubated
with 1, 1, 100 and 100 nmol/ L of insulin for 24 h, then treat-
ed with 0, 1, 0 and 1 nmol/ L. estrogen for 24 h. All values
were expressed as x £s. n= 7. * P< 0.05 vs group I;
* P< 0.01 vs group 5; ®*P< 0.01 vs group 7; *P< 0.01
vs Group 9.
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Effect of estrogen and insulin on activity of 5- regulatory re-

Fig 2
gion of hIRS— 2 gene. Lane 1- 4: cells were contransfected
with pGL3— hIRS- 2, pSV- B- Gal and pEQ, then treated
with 0, 1, 10, 100 nmol/ L. estrogen for 24 h seperately. Lane
5- 6: cells were contransfected with pGL3— hIRS— 2 and
pSV— B- Gal only, then treated with 0 and 1 nmol/ L estro-
gen for 24 h seperately. Lane 7— 10: cells were contrans-
fected with pGL3— hIRS— 2, pSV- B- Gal and pEO, and
precubated with 1, 1 100 and 100 nmol/ L of insulin for 24 h,
then treated with 0, 10, and 1 nmol/ L estrogen for 24 h sep-
arately. All values were expressed as x 5. n= 7. * P<
0.05 vs group 1; * P< 0.01 vs group 5; ®P< 0.01 os
group 7; *P< 0.01 vs group 7; ™P< 0.01 vs group 9.
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Regulatory mechanism in expression of IRS— 1 and 2 by estrogen

and high concentration of insulin

XIE Ping, LIU Mei— lian, ZENG Wei— min, HUANG Jian— jun, CHEN Shu- hua,
LU Jin, XU Xia, SONG Hui- ping
( Department o Biochemistry, Xiangya School ¢ Medicine, Ceniral Southern University,
Changsha 410078, China)

[ ABSTRACT]

AIM: To study the molecular mechanism in modulation of expression of insulin receptor substrate

— 1and — 2 (IRS= 1, = 2) by estrogen and high concentration of insulin. METHODS: The 5 — regulatory regions of

IRS— 1 and IRS- 2 gene were cloned into the pGL3 plasmid with luciferase reporter, and the clones were transfected in-

to HeLa cells. The cells were incubated with estradiol ( 1 nmol/ L) and high concentration of insulin ( 100 nmol/ L) . The

relatively transcriptional activity of the 5 — regulatory regions of IRS— 1 and IRS— 2 gene was detected. RESULTS: It

was found that the relatively transcriptional activity of the 5 — modulatory regions of IRS— 2 reduced markedly after cells
were incubated with 100 nmol/ L. insulin ( P< 0.05), but that of IRS— 1 was not affected. Estradiol increased the rela
tively transcriptional activity of the 5 — regulatory regions of IRS— 1 and — 2 distinctly (P< 0.05). CONCLUSIONS:

High concentration of insulin decreases the expression of IRS— 2 by acting on its insulin reactive element, and estradiol

elevates the expression of IRS— 1 and — 2 by acting on their 5 — modulatory regions.
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