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S3 Fig. Efficient coexpression in E.coli of HBc183_F97L CLPs with SRPK1. (A) Basic vector design and CLP enrichment
via sucrose gradient sedimentation. E. coli BL21*Cp were transformed with plasmid pRSF_Tet-SRPK1ANS1_T7-
HBc183opt_F97L derived from the reporter vector shown in S2 Fig by replacing the two fluorescent protein ORFs by those
for SRPK1ANS1 and HBc183opt_F97L, respectively (top); other vectors used in this study contained instead ORFs for other
kinases and/or other HBc variants. At ODg,,,, = 0.8 the culture was split and one half was induced using only IPTG (1 mM),
the other half using AHT (200 ug/L culture) plus IPTG, as indicated. CLP yields were in either case ~5-fold higher than from
the original pET28a2 plasmid (S1 Fig). For SRPK1ANS1 we repeatedly saw substantial basal expression without AHT which
increased about 3-fold upon AHT addition. Cosedimentation of the kinase with the CLPs (grey and white arrows) is in line
with its high affinity for HBc (1). Comparable results were obtained with the respective wild-type HBc183 constructs. (B)
Negative stain EM. Gradient-enriched CLPs from AHT + IPTG induced cultures coexpressing SRPK1 plus HBc183opt_F97L
or wild-type HBc183opt were analyzed using 2% uranyl acetate. No F97L-specific differences were evident.
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