@ © 1994 Nature Publishing Group http://www.nature.com/naturegenetics

article

© ®@ N e v

10.
11
12.
13.
14.
15.
16.

17.
18.

. Muntoni, F. etal. Deletion of the dystrophin muscle-|

. Wynne, J. & Braunwald, E. The cardiomyopathies and myocarditides: toxic,

chemical, and physical damageto the heart. In Heart Disease (ed. Braunwald,
E.) 1394-1450 (Saunders, Philadelphia, 1992).

. Codd, M.B., Sugrue, D.D., Gersh, B.J. & Meiton, L.J. lil. Epidemiology of

idiopathic dilated and hypertrophic cardiomyopathy: a population-based
study in Oimsted County, Minnesota, 1875-1984. Girculation 80, 564-572
(1988).

. Manolio, T.A. et al. Pravalence and etiology of idiopathy dilated

cardiomyopathy (Summary of a National Heart, Lung, and Blood Institute
Workshop). Am. J. Cardiol. 88, 14581466 (1992).

. Michels, V.V. et al. The frequency of familial dilated cardiomyopathy In a

series of patients with idiopathic dilated cardiomyopathy. New Engl. J. Med.
326, 77-82 (1992).

. Berko, B.A. & Swift, M. X-linked dilated cardiomyopathy. New Engl. J. Med.

316, 1186-1181 (1987).
promoter region associated
with X-linked dilated cardiomyopathy. New Engl. J. Med. 329, 921-925.

. Michels, V.V. et al. Dystrophin analysis in idiopathic dilated cardiomyopathy.

J. med. Genet. 30, 955-957 (1993).

. Channer, K.S., Channer, J.L., Campbell, M.J. & Rees, J.R. Cardiomyopathy

in the Keams-Sayre syndrome. Br. Heart J. 59, 486490 (1988).

. Graber, H.L. et al. Evolution of hereditary cardiac conduction and muscle

disorder: a study involving a family with six generations affected. Circulation
74, 21-35 (1986).

Voss, E.G. etal. Familial dilated cardiomyopathy. Am. J. Cardiol. 54, 456457
(1984).

Lynch, H.T. et al. Hereditary progressive atrioventricular conduction defect.
A new syndrome? JA.M.A. 225, 1465-1470 (1973).

Mestroni, L. et a/. Clinical and pathologic study of familial dilated
cardiomyopathy. Am. J. Cardiol. 85, 1449-1453 (1990).

Seldin, M.F., Prins, J.-B., Rodrigues, N.R., Todd, J.A. & Meisler, M.H. Mouse
chromosome 3. Mamm. Genome 4, S47-857 (1993).

Watkins, H. et al. A disease locus for familial hypertrophic cardiomyopathy
maps to chromosome 1q3. Nature Genet. 3, 333-336 (1993).

Carrier, L. et al. Mapping of a novel gene for familial hypertrophic
cardiomyopathy to chromosome 11. Nature Genet. 4, 311-314 1993,
Watkins, H. et al. Characteristics and progniostic implications of myosin
missense mutations in familial hypertrephic cardiomyopathy. New Engl. J.
Med. 326, 1108-1114 (1992).

Thierfelder, L. et al. A familial hypertrophic cardiomyopathy locus maps to
chromosome 15q2. Proe. natn. Acad. Sci. U.S.A. 90, 6270-6274 (1993).
Calquist, J.F., Menlove, R.L., Murray, M.B., O'Connell, J.B. & Anderson, J.L.
HLA Class Il (DR and DQ) antigen associations in idiopathic dilated

20.
21.

22,
23.
24,
25,
26.

21,

28.

29.
30.
31.

35.

36.

cardiomyopathy. Validation study and meta-analysis of published HLA
association studies. Circulation 83, 515-527 (1991).

. Limas C. etal. T-cellreceptor gene potymorphisms in familial cardiomyopathy:

Correlation with anti-B-receptor autoantibodies. Am. Heart J. 124, 1268—
1263 (1992).

NIH-CEPH Collaborative mapping group. Science 258, 67-86 (1992).
Weissenbach, J. et al. A second-generation linkage map of the human
genome. Nature 358, 794-801.

Buetow, K.H. et al. | d genome wide maps constructed using the
CEPH reference panel. Nature Genet, 6, 391-393. (1994).

Engelstein M. et al. A PCR-based linkage map of human chromosome 1.
Genomics 15, 251-258 (1993).

Irwin M., Cox, N. & Kong, A. Sequential imputation for multilocus linkage
analysis. Genetic Epideriology 10, 483-488 (1993).

Beyer, E.C., Paul, D.L. & Goodenough, D.A. Connexin family of gap junction
proteins. J. membrane Biol. 116, 187-194 (18980).

Bennet, M.V.L. et al. Gap junctions: New tools, new answers, new questions.
Neuron 6, 305-320 (1891).

Willecke, K. et al. Six genes of the human connexin gene family coding for
gap junction proteins are assigned to four different human chromosomes.
Eur. J. cell Biol, 53, 275-280 (1990).

Lathrop G.M., Lalouel, J.M.,, Julier, C. & Ott, J. Strategies for multilocus
linkage analysts in humans. Proc, natn. Acad. Scl. U.S.A. 81, 3443-3446
(1984).

Haefliger, J.-A. ot al. Four novel members of the connexin family of gap
junction proteins. J. bicl. Chem.. 267, 2057-2064 (1992),

Kanter, H.L., Saffitz, J.E. & Beyer, E.C. Cardiac myocytes express multiple
gap junction proteins. Circ. Res. 70, 438-444 (1892).

Kanter, H.L., Laing J.G., Beau, S.L., Beyer, E.C. & Saffitz, J.E. Distinct
patterns of connexin expression in canine purkinje fibers and ventricular
muscle. Circ. Res. 72, 1124~1131 (1893).

. Peters, N.S., Green, C.R., Poole-Wilson, P.A. & Severs, N.J. Reduced

content of connexind3 gap junctions in ventricutar myocardium from
hypertrophied and ischemic human hearts. Circulation 88, 864-875 (1993).
Reed, K.E. et al. Molecular cloning and functional expression of human
connexin37, an endothelial cell gap junction protein. J. clin. Invest. 81, 997-
1004 (1993).

. Surawicz, B. et al. Task Force 1: standardization of terminology and

interpretation. Am. J. Cardiol. 41, 130-145 (1978).

Feigenbaum, H. Echocardiography In Heart Disease (ed. Braunwald, E.) 64
115 (Saunders, Philadelphia, 1992).

Boehnke, M. Aliele frequency estimation from data on relatives. Am. J. hum.
Genet. 48, 22-25 (1991),

errata

Human methylenetetra-
hydrofolate reductase: isolation
of cDNA, mapping and

mutation identification

P. Goyette, J. S. Sumner, R. Milos, A. M.V. Duncan,
D. S. Rosenblatt, R. G. Matthews & R. Rozen

Nature Genetics 7, 195-200 (1994)
An old version of Fig. 2 was inadvertently printed in this
paper. The revised part of Fig. 2 is printed below.

A GenBank accession number has now been assigned —
U09806.
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The distribution of CpG islands

in mammalian chromosomes
Jeffrey M. Craig & Wendy A. Bickmore

Nature Genetics 7, 376-382 (1994)
Figs 3 and 4 were inadvertanly transposed in this paper;
the legends were correct, as published.
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correction

Heterozygous missense
mutation in the rod cGMP
phosphodiesterase 3-subunit
gene in autosomal dominant
stationary night blindness

Andreas Gal, Ulrike Orth, Wolfgang Baehr,
Eberhard Schwinger & Thomas Rosenberg

Nature Genetics 7, 64—68 (1994)

The authors would like to apologize for two regretful
mistakes. The amino acid substitution predicted by the
mutation (CAC-258-AAC)isgivenincorrectly throughout
the paper; it should read His258 Asn/H258N. Also, residue
259 (codon AAG) in Fig. 2 should read lysine (notleucine).
The revised Fig. 2 is shown below.
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