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SUMMARY . Puerarin treatment and SIRT1 both attenuated DM caused bone diseases but the mechanism
was unclear. Therefore, we measured mediation of puerarin to SIRT1 and mechanism of them in regulat-
ing osteoblast. HFOB 1.19 cells were treated by different concentrations of glucose (4.5 and 22.5 mM) and
cells in high level group were transfected by 0eNC and 0eSIRT1 and treated by puerarin (1 and 10 zM).
Later, SIRT1 RNA expressions in these groups were assessed by RT-qPCR. Meanwhile, cell viabilities of
hFOB 1.19 cells were detected under CCK-8 and apoptosis with flow cytometry. Moreover, TNF-a, TGF-
B1,IGF-1, and Runx2 of hFOB 1.19 cells in groups were also examined by RT-qPCR. High level of glucose
resulted in much lower viability of hFOB 1.19 cells and significantly increased its apoptosis. Moreover,
TNF-o and TGF-f1 RNA expression were obviously upregulated while IGF-1 and Runx2 RNA levels were
markedly declined. SIRT1 was significantly downregulated in hFOB 1.19 cells after high glucose treat-
ment. Overexpressed SIRT1 remarkably increased cell viability and reduced apoptosis. Besides that, TNF-
a and TGF-B1 were downregulated and IGF-1 with Runx2 was promoted. Puerarin treatment increased
SIRT1 RNA level in high glucose induced hFOB 1.19 cells. Furthermore, puerarin enhanced functions of
SIRT1 in upregulating cell viability and repressing apoptosis. Meanwhile, puerarin treatment caused low-
er levels of TNF-a and TGF-B1 and higher expressions of IGF-1 and Runx2. Puerarin suppressed apopto-
sis and promoted viability of hFOB 1.19 cell induced by high glucose through increasing SIRT1.

RESUMEN. El tratamiento con puerarina y SIRT1 atenuaron la DM causada por enfermedades dseas, pero el me-
canismo no estaba claro. Por lo tanto, medimos la mediacién de puerarina a SIRT1 y su mecanismo en la regula-
cién de los osteoblastos. Las células HFOB 1.19 se trataron con diferentes concentraciones de glucosa (4,5 y
22,5 mM) y las células del grupo de alto nivel se transfectaron mediante 0eNC y 0eSIRT1 y se trataron con pue-
rarin (1 y 10 uM). Posteriormente, las expresiones de ARN de SIRT1 en estos grupos se evaluaron mediante RT-
qPCR. Mientras tanto, las viabilidades celulares de las células hFOB 1.19 se detectaron bajo CCK-8 y la apopto-
sis con citometria de flujo. Ademds, también se examinaron mediante RT-qPCR TNF-a, TGF-p1, IGF-1 y
Runx?2 de células hFOB 1.19 en grupos. El alto nivel de glucosa resulté en una viabilidad mucho menor de las
células hFOB 1.19 y aument? significativamente su apoptosis. Ademds, la expresiéon de ARN de TNF-a y TGF-
1 estaba obviamente regulada al alza mientras que los niveles de ARN de IGF-1 y Runx2 estaban marcadamen-
te disminuidos. SIRT1 se redujo significativamente en las células hFOB 1.19 después del tratamiento con alto
contenido de glucosa. SIRT1 sobreexpresado aumenté notablemente la viabilidad celular y redujo la apoptosis.
Ademis de eso, TNF-a y TGF-B1 fueron regulados negativamente y se promovié IGF-1 con Runx2. El trata-
miento con puerarina aumento el nivel de ARN de SIRT1 en células hFOB 1.19 inducidas por glucosa alta. Ade-
mds, puerarina mejord las funciones de SIRT1 en la regulacidn positiva de la viabilidad celular y la represion de
la apoptosis. Mientras tanto, el tratamiento con puerarina causé niveles mds bajos de TNF-o y TGF-$1 y mayo-
res expresiones de IGF-1 y Runx2. Puerarina suprimi6 la apoptosis y promovié la viabilidad de la célula hFOB
1.19 inducida por glucosa alta a través del aumento de SIRT1.
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