Signaling between the LH Receptor and the NPR2 Guanylyl Cyclase in Mouse and Rat Preovulatory Follicles
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2) Mutation of these 5 sites to alanine (“5A/5A” mice)
does not prevent NPR2 dephosphorylation by LH:
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3) GSK3A/B is a candidate kinase that is constantly active unless inhibited by phosphorylation’:
SIT -X-X-X-pS/pT, KGAGSRLTLSLRGSSYGSLMTAHGK
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GSK3 consensus sequence. Note that the number of X amino

acids can vary from 3. Generally, a priming phosphorylation on There are six known NPR2 regulatory phosphosites.® Five
S/T, is required for GSK3 to act on S/T.. are putative GSK3 sites if T529 is primed by a different kinase.

Questions

To cause NPR2 dephosphorylation and inactivation, does LH signaling:
- Activate one or more phosphatases?
- Inactivate one or more kinases? Or both?

6) GSK3A/B inhibitor causes NEBD in oocytes

4) GSK3A/B is phosphorylated by LH/PKA signaling: within intact follicles, but not isolated oocytes:

5) GSK3A/B inhibitor CHIR99021 (10 uM, 16+ h) causes NPR2

dephosphorylation in isolated intact mouse follicles:
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whether GSK3A/B phosphorylation is required for LH-induced NPR2
dephosphorylation and meiotic resumption.



