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Autorequlation of DBP2 expression
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of DBP2 expression exploits one of the general functions
e

of the DBP2 gene. This is difficult to test until the normal
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function of the DBP2 gene is known. Northern blotting
of the DBP2 null strain suggests that there is a defect in
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are spliced normallv (unpublished data). Since nre-mRNA

secondary_structure can strongly influence the efficiencv _

with which splicing signals are used (Eperon ef al.. 1988:
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Chebli et al., 1989:. Deshler and Rossi. 1991: Goguel

et gl.. 1993). loss of an RNA helicase could readilv nroduce

a rather selective splicing defect. and autoregulation of
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production of such a_helicase would amount to a simnle
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_ Autorequlation of DBP2 expression

casamino acids for trp and ura selection; SC minus relevant amino acids L1 is controlled at the level of splicing and turnover o! t!e precursor

for selection of other markers (Guthrie and Fink, 1991). For induction RNA. EMBO J., 6, 3493-3498.
S of the GAL! promoter, cells were transferred directly from 2% gl

‘k to 2% galactose-containi i -step ge; acement was done splicing defect and the nre-mRNA nuclear exnort in the nrn9-/ mutant

by selecting on ura™ medium for integration of pIB8 linearized at codon EMBO J., 11, 3279-3288.
496 (the intron splits codon 425) followed bv_counterselection on Chebli.K.. Gattoni.R.. Schmitt.P. Hildwein.G. and Steyenin.]. (1989

‘medium containing 5-fluoro-orotic acid. Construction of the cDBP2 and The 216-nucleotide intron of the A pre-mRNA contains a hairpin

" DBP2A strains was verified by Southern blotting. structure that nPrrni,c ntilization of nnncnallv dictant hmm‘hﬁ‘(‘rpnmr;—
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Mol. Cell. Biol., 9, 4852-4861.

9rthern blottina iﬂg RNase protection Chen LH and I in R T (1Q00) The veact PRP? nrotein_a nutative RNA-
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The Northern blots were probed with fragments corresponding to the dependent ATPase, shares extensive sequence homology with two
last 150 bp of the DBP2 open reading frame (Figure 3A) and the last other pre-mRNA splicing factors. Nucleic Acids Res., 18, 6447.
y 0.9 kb of the actin open reading frame (Figure 3B). DBP2 RNA Company.M.. Arenas.J. and Abelson.J. (1991) Reauirement of the RNA .
; ____expression was guantitated bv phosphorimager and normalized to actin. ______ helicace.like_nratein_PRP?) far mlpm
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RNase protection was performed as described (Promega Methods and spliceosomes. Nature, 349, 487-493. |

Applications Guide. 1991) usingrprgtﬁg transcribed with T7 RNA Daheva M N Pnct R M_and Warnar I R_/10R2A) Autnoenanc regulation
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of a yeast splicing mutation (prp8-I) encodes a
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