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Figure 1a. The correct positions of the arrows for
Band 1 and Band 2 are shown below:
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Fig. 1a. Binding of nuclear proteins to −420 and −537 regions
of the resistin gene. The probe , −433 to −406 bp of the resistin
gene containing −420G, was labelled as described in Materials
and Methods. Lane 1: probe without nuclear proteins; lane 2:

nuclear proteins (5 µg) of 3T3-L1; lanes 3–7: nuclear proteins
(10 µg) of 3T3-L1; lane 8: nuclear proteins (5 µg) of THP-1;
lanes 9–13: nuclear proteins (10 µg) of THP-1. Competitors
were added to the probe at 200- or 500-fold molar excesses


