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Figure 1. Ovaries from wild type and Nobox null (Nobox-/-) mice at postnatal day 1, 7, and 14. GCC, germ cell
cluster; PF, primordial follicle; PrF, primary follicle; SF, secondary follicle; GF, growing follicle; EF, empty follicle.
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Figure 2. A) Transcription factors that are important in the formation of primordial and primary follicles at early
stage of folliculogenesis. The follicle structures involving the oocyte, zona pellusida, and granulosa cells are shown.
Transcriptional regulations are controlled by FIGLA, LHX8 and NOBOX. B) Transcriptional network at early stage
of folliculogenesis. Numerous oocyte-specific genes including Zpl, Zp2, Zp3, Pad6, Gdf9, and Pou5f1 are controlled

by FIGLA, LHX8 or NOBOX.
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