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BACKGROUND CONCLUSIONS

We hypothesized that infants would have worse hearing if exposed to ZIKV . Utilizing a macague model allows us to study the

e Zika virus (ZIKV), a mosquito-borne virus, is transmitted vertically from

mother to fetus.* ed rIy in the first trimester, had exposure to the African isolate (Z|KV—DAK), or onset and pathogenesis of sensorineural hearing loss
e Children with congenital Zika syndrome present with structural ) . ) ) and to understand the spectrum of
anomalies, visual and auditory deficits, and other neuropsychomotor \Wislifs bOrn to dams W|th a hlStOry Of Dengue |nfeCt|On, P . .
and language delays.2 neurodevelopmental consequences associated with
* 5.8% of human infants with confirmed congenital Zika syndrome have Late 15t trimESter (45gd) Z| ka-eXpOsed infa Nt exposure.
sensorineural hearing loss in conjunction with microcephaly.3 . . . . . o : : : : P
« Another congenital viral infection, CMV, is the most common cause of macaq ues dlsplayEd StatlStlca”y Slgnlflcantly Prenat.al ZIKV.lnfect|or.1 may reSUIt. n hea.rmg. de.fIC-ItS
non-genetic sensorineural hearing loss that can present in early ) . . I \ occurring durmg the first year of Ilfe' which is similar
childhood. hearing outcomes over the first year of life o = N to three years of life in human children.

* Itis unknown if congenital Zika virus infection causes late onset hearing
loss, as the pathogenesis of hearing loss in ZIKV infected neonates
without severe physical malformations is unknown.?

* We will measure hearing at three years of life, which

compared to control animals. Normal hearing s similar to nine years in human development, to

 Model: Rhesus macaques have comparable auditory nervous system outcomes were observed in all groups we Bl - (= .. 4 &) determine if delayed onset hearing loss can continue
development to humans among other developmental milestones that o . « o T '  , e A\ « into ear|y childhood.
re useful for modeling congenital ZIKV exposure’ hypothesized would face hearing deficits. g9 y | | |
* Auditory evoked potentials have been studied in Rhesus macaques and Alth h . h . d f t t T | g _ i * Future fm.dmgs are_ |mportant. for earl_y.dlagnOSIS and
remain a reliable method for evaluating the auditory nervous system ougn major nearing acrtiCits were no TN T e T A S to create intervention strategies to mitigate these
development.5 : Y = 7 N Tiaee ' i
P detected in our study, our model supports that S G281 ,/ e consequences associated with deafness.

prenatal Zika virus exposure may result in worse
hearing outcomes in early infancy; however
further investigation of hearing outcomes is
* Multiple maternal ZIKV infection conditions were utilized: necessary after 1 year Of Iife Study funding: NIH
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METHODS

* Translational macaque model of vertical transmission of Zika virus
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