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Figure 1. Formins: establishing cellular polarity. The
figure shows asymmetric cell division in yeast vis-a-vis
meiotic maturation of a mouse oocyte. Yeast Bnilp
nucleates actin cables required for establishing cellular
polarity during budding via highly conserved FH domains.
They interact with Rho family of GTPase as well as
profilin via different domains. Fmn2 is also involved in
chromosome migration during meiosis. Biochemical acti-
vity of Fmn2 in actin nucleation is yet to be inve-
stigated.
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Figure 2. Formin proteins are important for establishing
cellular polarity across evolution. They seem to serve
conserved function as nucleators for actin filaments. A
recent microarray analysis showed that FMIN2 is expressed
in human oocytes and that this gene is overexpressed in
oocytes from PCOS patients. Further investigation is
required to address the association of FMN2 in PCOS
or infertility.
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Figure 3. Cellular morphology of Fmn2-expressing 293T cells. Expression of Fmn2 is observed in 293T cells
transfected with full-length Fmn2 by immunofluorescence staining. DNA was stained with TO-PRO-3 (blue), actin
with Phalloidin-Alexa 546 (red), and Fmn2 with anti-Fmn2 polyclonal antibody followed by anti-rabbit Alexa 488
(green). Yellow color is observed whenever actin and Fmn2 are co-localized. In this figure, there is no cell with Fmn2
expression alone. Notably, Fmn2 is co-localized with actin filaments in paired cells undergoing or finishing cytokinesis.
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