Genome-wide association study of smoking initiation and current smoking
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Figure 2. Connectivity diagram for replicated genes. Large symbols p- value < 0.0001, small phenotypes too.
symbols .0001<p<.005; green = smoking initiation; light grey
= empirical p-values > 0.10; dark grey 0.05 < empirical p < 0.10 in dlscovery sample. Lines: direct

connectivity i.e. protein-protein interaction / functional regulatory relationships.

Information: JM Vink, Dept Bio Psy, VU Amsterdam, NL. Email: jm.vink@psy.vu.nl



	Slide Number 1

