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Introduction Methods Results
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Al115V, T142A, P284L and P284T showed
less than 20% activity In supporting CYP19A1
aromatase reactions. Interestingly, the POR
variant Q153R showed 50% higher activity
than wild type.
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Table 2: Calculated kinetic parameters for CYP19AL1 activity
supported by POR variants. All data are Vmax/Km, shown as
percentage of wild-type control, set as 100 %.

Fig 1: Steroid hormone biosynthesis. The qualitative regulator
of steroidogenesis CYP17A1, converts pregnenolone to 170H-
pregnenolone and dehydroepiandrosterone (DHEA). DHEA, the
precursor to androgens, iIs then metabolized In a series of steps
Involving HSD3B and CYP19A1 to estrogens either directly in
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Many POR variants found in patients as well
as In normal population affects CYP19A1
activity In-vitro. Lower aromatase activities
due to POR mutation might affect the fetal
androgen metabolism, especially in pregnant
women with a male child.

CYP19A1 Fig 4: Steady-state kinetics of cytochrome c reduction by

WT and POR variants. The curves represent the best non-
linear fits to Michaelis-Menton equation.

Endoplasmic Reticulum

Fig 2: The CYP19A1 activity and role of POR. CYP19A1l
Interacts with POR in the endoplasmic reticulum to receive

electrons used In metabolism of androgens. (Figure adapted
from jsbmb.2016.03.031)

Table 1: Calculated kinetic parameters for cytochrome c
reduction by POR variants. All data are Vmax/Km, shown as
percentage of wild-type control, set as 100 %.
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Study the impact of mutations In the flavin
binding domain of POR (A115V, T142A,
P284L, P284T and Q153R) on CYP19Al
activity, which can potentially influence the
estrogen metabolism.
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