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Optimum activity is seen
with a 6— membered ring
which can be unsaturated

The 2—oxo function is

For hypotensive activity, the
substituent at C; is typically
cyclic amido ; aliphatic amides
are also active. Substituted
amines are antidepressant
without hypotensive properties

Electron— withdrawing
substituent at Cg : for
optimal activity .
CF3=CN >Cy Hs (

Phenyl ring can be replaced
with Ng — pyridyl

important for hypotensive
activity

If C; and C; are chiral
trans substitution is
optimal for blood pressure
lowering, The C;-C,

bond can be double,
vielding a non - chiral

CH, derivative

Gem dimethyl at C; is
important ; it may prevent
metabolic degradation

Fig 1. Structure-activity relationships ol the benzopyran PCO" s (Cromakalim is the prototype molecule )
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