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e RO T (Fns0) - FTHEISLEGIL A 100%585E~ 7 A (Sd Skt/+ Skt double
mutant mouse) & HAWVA Z LI LV SHILORA R ZMNT LEEHILEIED X B = X L Zfif
AT A2 220D E Lz, B4 11.5-12.5 HOAR~ 7 2128V T cloacal
plate HHIOEMENF X 5 L RIRFICERIOMIEMRBROIBERIBE TWDH Z X nhoTz,
FERFE 2R L TWODAENALTO Skt OB AR TE T2, ZORERNOAR~ T RITE
B SIS AR FRE COTRER B & 2 OFRFEAAN IR L 7=,

WFZERC R OMEEE  (F3C) : BACKGROUND AND AIMS: Danforth’s short tail (Sd) mutant mice show
anorectal malformations (ARMs). In our previous study, the co—presence of Skt ( Gt )
mutation increased the incidence of ARMs in Sd mutant to 100%. Our aims in this study
are determining the Skt expression around the cloaca during the anorectal development
and demonstrating the role of Skt gene in ARMs. METHODS: Embryos, normal controls [+Skt
(Gt )/+Skt ( Gt )] and ARMs models [Sd Skt ( Gt )/+Skt ( Gt )], from embryonic day (E)
9.5 to E12.5, were evaluated with X—gal staining. RESULTS: In [Sd Skt ( Gt )/+Skt ( Gt )]
mutant embryos, the cloacal plates failed to extend proximodistally and, consequently,
the dorsal part of cloacal plate was defective at E11. 5. Skt expressing cells were detected
in the shortened cloacal plate and in the thickened mesenchyme dorsal to it. CONCLUSIONS:
We showed the spatial and temporal expression of Skt gene in the cloacal plate formation.
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