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Female fertility depends on coordinated organ systems,
hormonal regulation, and genetics.

* Egg quality—especially chromosome number (euploidy)—is a
key factor that declines with maternal age. KIF18A WT

* Currently, maternal age is the only clinical predictor of egg
euploidy, with quality decreasing in the mid 30s and fertility
nearly lost by the mid-40s

* Elevated egg aneuploidy (EEA) drives reproductive aging, but its
mechanisms remain under investigation

 The kinesin motor protein KIF18A plays a critical role in oocyte KIF18A S126L
meiosis and ensuring euploidy

 Mutations of KIF18A, including S126L and T273A, have been
linked to increased EEA in both animal models and young
women undergoing infertility treatment (1, 2).
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Spindle Polarity
Mean percentage of cells with multipolar spindles were 10.4% for GFP control,
4.6% for WT (p = 0.002), 6.8% for S126L (p =0.048), and 5.4% for T273A (p =

0.02). Differences between WT and the variants were not statistically significant.

Spindle Length

Median spindle lengths were 13.4 um for GFP control, 12.4 um for WT, 12.7 um
for S126L, and 11.3 um for T273A. Differences were statistically significant
between GFP control and both WT and T273A (p < 0.0001).

Chromosomal Alignment

Chromosome alignment, measured by determining the full width at half
maximum (FWHM) for chromosomes in metaphase, was 8.4 um for GFP control),
7.0 um for WT, 7.0 um for S126L, and 6.2 um for T273A. FWHM was significantly
lower in all KIF18A variants vs GFP control: WT (p = 0.0008), S126L (p = 0.0002),
and T273A (p < 0.0001).
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* Mitotic timing was assessed via 24-hour live imaging at 40x Mean percentage of cells with abnormal mitotic timing were 19.2% for WT,
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