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cofactors or metals appear to be required for GlpD activity nor metal clusters, such as FeS-

clusters in the case of ETF-QO. This suggests that electron transfer from FADH2 to UQ may be 

mediated through protein residues or that a ping-pong type mechanism may function whereby 

the product, DHAP, first exits the cleft, permitting UQ access to FADH2 for reduction. In the 

second mechanism, the presence of DHAP in the MD- and HQNO-soaked crystals may have 

prevented MD/HQNO from further penetrating the active site.  

 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 

 
 
 
 

 
SFig.5: Active Site 
Ribbon depiction of the active site region, with the FAD, DHAP (bound to re-face of the 

isoalloxazine ring), active site residues, and menadione, all displayed as balls-and-sticks 

representation. A hydrophobic plateau formed by β-sheets, with menadione bound (in red), has 

additional β-OG detergent molecules bound at the surface, indicating that this region of GlpD is 

embedded in the membrane.  

 
 
 
 
 
 




