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group and LacZ group. The cell scratch test was used to compare the migration ability of BMSCs after lentiviral vec—
tor transfection. The mRNA and protein of BMSCs were extracted on 0 1 4 7 and 14 days. The expression of
osteocalcin (OCN) and osteopontin (OPN) the key factors of osteogenic differentiation of BMSCs were detected
by Real time-PCR and Western blot. Results After Lenti-miR21-uciferase and Lenti-d.acZ- uciferase were suc—
cessfully transfected into BMSCs the migration of BMSCs in miR-21group was enhanced significantly (P <0. 001).
Expression of OCN and OPN at the mRNA and protein levels were significantly increased (P <0. 05). Conclusion
MiR-21 can significantly promote the osteogenic differentiation of BMSCs lay the foundation for further in vivo
experiments.
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The application of different trigger schemes for

the patients with DOR during the procedure of IVF
Zhang Yu Liu Yusheng Zhang Yu et al
(Dept of Reproductive The Affiliated Provincial Hospital of Anhui Medical University Hefei 230001)

Abstract Objective 'To compare the clinical effects of trigger schemes of GnRH-a hCG and GnRH-a combined
with hCG for the patients with decrease ovarian reserve (DOR). Methods A retrospective analysis was performed
on 912 cases received minimal ovarian stimulation and 390 cases received the protocol of artificial luteal phase. The
trigger schemes of GnRH-a hCG and GnRH-a combined with hCG were applied in two groups then the clinical
outcomes were compared. Results In minimal ovarian stimulation group the average eggs retrieved in hCG trigger
group and combined trigger group were both higher than that in GnRH-a group (P <0.017) while which showed
no significant difference between the hCG trigger group and combined trigger group. Fertilization rate in minimal o—
varian stimulation group triggered with hCG was lower than that triggered with GnRH-a and combined trigger of
which in artificial luteal phase group triggered with GnRH-a combined hCG was significantly higher than that trig—
gered with hCG or GnRH-a (P <0.017). High-quality embryo rates in two ovarian stimulation protocols triggered
with GnRH-a combined hCG were significantly higher than that triggered with GnRH-a or hCG(P <0. 017). There
were no significant difference in clinical pregnancy rate among three trigger schemes in both protocol of ovarian
stimulation. Conclusion The combined trigger scheme in minimal ovarian stimulation and the protocol of artificial
luteal phase could increase the eggs retrieved and the rates of high—quality embryo for the patients with DOR.
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