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asyPrep™ 
The better way to 

prepare nucleic acids 

• No extraction 
• No centrifugation 

• Fast, simple and standardized methods 
• High yields of very pure nucleic acids 

• Plasmid, M13, PCR' and Oligo Prep Kits 
available now. More are on the way! 

Quick and simple patented method2 

Air from the EasyPrep pump pushes ready 
made so lutions through filters and column 

well held in sample plates in the proces box. 
By imply exchanging plates and varying time 

and pressure, you can complete up to 24 
preparation in as little a 30 minutes. 

High yields and purity 
Yield are high. The Plasmid Prep Kit 

typically recovers 15-20 11g double-stranded 
DNA per 1 ml sample of overnight culture. 

Furthermore, products purified with 
EasyPrep are free from contaminants and 

are pure enough to use directly in 
automated sequencing. 

EasyPrep- another major advance 
in nucleic acid preparation. 

Call your local ales Office (or more details 
of Easy Prep and Easy Prep Kit s . 
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1. The PCR process Is covered by U S patents 4,683, 195 and 4 ,683,202 
owned by Hoffmann· La Roche Inc. Use of the process may require a lteonse 

2. US patent 5,273,718 European patent apphed lor 

arose as a sectorial mutation in a male 
offspring from a cross between a PT 
~and an irradiated 3H1 (C3H X 101 
F1 hybrid) o and therefore the 
mutation is spontaneous in origin, 
and not radiation-induced7

• The 
finding that the PT RFL V s only are 
present at Mnk in hemizygous 
mutant ModP embryos confirms this 
conclusion. The PT RFL V pattern 
is also associated with the Mnklocus 
in at least four other mottled 
mutants, Mob1•, Mob', Mo•br and 
Mo12H (ref. 6). In mice as in humans, 
it is important to confirm that 
genomic changes associated with 
mutant phenotypes are not due to 
conservative DNA variants and to 
include DNA from a range of mouse 
strains, including the strain of origin 
where knowri, as experimental 
controls. 

Nevertheless, it remains likely that 
Mois the homologue ofMNKand the 
findings that ModP males do not 
produce Mnk transcripts, and that 
Moblo males produce two larger size 
Mnk transcripts in addition to the 
normal one, lends considerable 
support to this hypothesis2
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• There is 
no evidence however, for gross 
genomic alterations at Mnkwhich are 
responsible for the mutant 
phenotype2
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Levinson et al. reply - We have 
performed Southern blot analysis of 
DNA from the Modp mutant and the 
PT strain, kindly provided by Drs 
Reed and Boyd, and find an identical 
pattern, thereby supporting their 
conclusions. Our misinterpretation 
stemmed from our difficulty in 
determining the exact strain of origin 
of the ModP mutant. While the original 
description ofModP (ref. 7) does refer 
back to irradiation experiments10
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there is no mention of the PT strain 

per se in any of these papers. 
Furthermore, according to 
Festing12

, the PT strain was not 
described until 1969. We believe 
that the fundamental conclusions 
of our study are valid on the basis 
of the mRNA expression studies. 
We are continuing to investigate 
the molecular defect in Modp as well 
as those in the other mottled alleles. 

B. Levinson 
Department of Medicine and 
Howard Hughes Medical Institute 

C. Vulpe 
Department of Biochemistry 

B. Elder 
Howard Hughes Medical Institute 

C. Martin 
Department of Pediatrics 

S.Packman 
Department of Pediatrics 

J. Gitschier 
Departments of Medicine, 
Pediatrics and Howard Hughes 
Medical Institute, University of 
California, San Francisco, 

California 94143-0724, USA 

F. Verly 
Department of Biology, 
Northern Michigan University, 
Marquette, Michigan 49855, USA 

1. Danks, D.M. In The metabolic basis of inherited 
disease (eds Scriver, C.R. et al.) (McGraw-Hill, 
New York, 1989). 

2. Levinson, B. eta/. Nature Genet. 6, 369-373 (1994). 
3. Mercer, J.F.B. !It a/. Nature Genet. 6, 374-378 

(1994). 
4. Fasting, M.F.W. In Genetic variants anc/ sti'Bins 

of the laboratory mouse (eds Lyon, M.F. & 
Searle, A.G.) (Oxford University Press, 1989). 

5. Hooper, M. eta/. Nature 326, 292-295 (1987). 
6. George, A.M. eta/. Genomics 22, 27-35 (1994). 
7. Phillips, R.J.S. Genet. Res. 2, 290-295 (1961). 
8. Chelly, J. eta/. Nature Genet. 3, 14-19 (1993). 
9. Vulpe, C. eta/. Nature Genet. 3, 7-13 (1993). 

10. Carter, T.C., Lyon, M.F. & Phillips, R.J.S. Brit. J. 
Radio/. 29, 106-1 08 (1956). 

11. Carter, T.C .. Lyon, M. & Phillips, R.J.S. Nature 
182, 409 (1958). 

12. Fasting, M.F.W. In Genetic variants and Stmins 
oftheL.aboratoryMouse(eds Lyon, M.F. &Searle, 
AG.) (Oxford University Press, Oxford, 1989). 

Nature Genetics volume 8 september 1994 


	EasyPrep

