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The essential structure of SCCrmiec elements
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3. Direct repeats/ Inverted repeats
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OprH replaces outer membrane stabilizing divalent cations
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FIG. 6, Model explaining the influence of OprH and LPS on susceptibility to gentamicin (GM), EDTA (not shown but predicted to be the
same as GM), and polymyxin B (PX). The model proposes three types of surface sites. Strain H103 would contain the normal divalent cation
binding sites on LPS, with divalent cations, such as Mg?' , cross-bridging and stahilizing adjacent LPS molecules. Such sites have been shown
to be the sites of interactions of PX, GM, and EDTA (15). In strain H103/pGB23, we propose that OprH replaces divalent cations in the outer
membrane, leading to resistance to GM and EDTA. However, such sites are proposed to still permit the interaction of PX (perhaps because
of its hydrophabic tail) with its LPS binding site. A similar situation would prevail in the variants of strain H181 with LPS alterations. In strain
H181, we propose that there is an LPS alteration {indicated as X) in ition 1w OprH pression, resulting in PX resistance.
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dihydropteroate diphosphate + p-aminobenzoic acid (PABA)
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