5540 555 10 BN RN === FGERAS B )
20204F 10 H Journal of Nanjing Medical University (Natural Sciences ) <1431 -

- KRR -
Gef26 X R b8 [F AR F-actin BEI={E A

RBR ", X /482, B 45

RFIRSRBESEBE IR FIAT 2100095 AR R MR S HOREBE , K E SHORAR I N B SRS VT M
210096

(& E] BT Gel26 X MR L BRI . F7ik BRI A | gef26 875K (gef26%+ 1 gef267/+) LA K gef26%+;
AbL/+AUEEAE SRR 1 AR M AT A o X A1 2R F-actin #EATZOG T & WESAN B 2R 3 A . S5 3R A0 R0R
J S Y A A A, B A R ILR BT A E R, gef26 SRR I LI AT S W] 0 S o gef26%/+ 5 ALY+ XSS AR R JIL IR 248 B TE
ARIEH, BB DL /R 2R 1% Z 215 ( Abelson tyrosine kinase , Abl) 2825 5K gef26 S8 A R LA AL A5 S 0 B 2 80 . B A= B LA 4
JiLHR ) F-actin 2 IUBUEE ) I8 25 R34 SR HEA , 1T PIRE gef26 28 A5 (A HIL PR AT P 1) F-actin HEAG A1 2 30 H AU SR & 2k
Ao gef26°+; AblY/+ RS RAN AR H ) F-actin 29 H B A TE A FIE SR I HEA , B Abl 2828 R gef26 28 7E 1A F-actin 4124 25l
HIZRAY . Z5i8: Gef26 NI ikl T AbL{F S BRI MLl A AU B AR 24

[RBIF]  Gef26; M 2 MR ; 41 B 42

[(REHES] Q245 [X#FRERD] A [EHS] 1007-4368(2020)10-1431-06
doi: 10.7655/NYDXBNS20201006

Gef26 regulates F-actin organization in Drosophila primary culture
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[Abstract] Objective: To investigate the role of Gef26 in Drosophilia primary culture. Methods: Through primary culture of
Drosophilia wide type, gef26 mutants and gef26%/+ ; Abl'/+ mutants, the cell shape is observed, and by fluorescent staining of F-actin
the distribution of cytoskeleton can be observed. Results: In Drosophila primary culture, wild type muscle cells have normal
morphology, and the morphology of muscle cells of the gef26 mutants is obviously abnormal. The gef26°/+;Abl*/+ mutants muscle cells
have a normal morphology, namely the phenotype of gef26 mutant muscle cells with abnormal morphology rescued by Abelson tyrosine
kinase (Abl) mutation. F-actin in wild type muscle cells showed a regular morphology and continuous arrangement, while that in the
gef26 mutants muscle cells showed irregular morphology and discontinuous arrangement. Meanwhile, F-actin in gef26%+; Abl'/+ double
mutant cells showed a regular morphology and continuous arrangement, that is, the phenotype of gef26 mutant with disordered F-actin
arrangement rescued by Abl mutation. Conclusion: Gef26 regulates cell cytoskeleton organization through Abl signaling during muscle
cells development.
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Figure 2 Morphology of muscle cells of wild type and gef26 mutants and cell fusion rate
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Figure 3 Distribution of F-actin in wild type and gef26 mutants (immunofluorescence, x630)
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Figure 5 Distribution of F-actin in mutant and double mutant (immunofluorescence ,x630)
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