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Screening for protein interacting with FGFR3 in mouse 17. 5-day embryo cDNA

library by yeast two-hybrid system
SONG Rui-hua, WANG Jian-min, SU Nan, HUANG Liu-hong, CHEN Lin ( Trauma Center, Institute of Surgery Research, Da-
ping Hospital, Third Military Medical University, Chongging 400042, China)

Abstract: Objective FGFR3 is important to bone development and some epithelial carcinoma. To screen
proleins interacling with FGFR3 by the yeast two-hybrid system. Methods The intracellular domain of FGFR3
was fused to a DNA-binding domain as “BAIT” and the yeast strain AH109 was transformed with FGFR3. Then
the yeast strain AH109/R3-Pl was transformed with mouse 17. 5-day embryo ¢DNA library. Results FGFR3
had no self-activation and toxicity to the yeast strain AH109. CLK4 was identified interacted with FGFR3.
Conclusion  The interaction between CLK4 and FGFR3 suggests that FGFR3 can accommodate energy metab-
olism through CLK4. The activation of FGFR3 may be regulated by CLK4 through phosphorylation and dephos-
phorylation.
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