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Conclusion

[.Upregulation of miR-125a/b in the hypertensive mice
models is linked to decreased levels of ACE2/ATRAP
in the plasma.

Expression levels of miR- *
125a/b-5p in cells treated in

presence of angiotensin |l (Ang
I, 100 nM) to mimic
hypertensive stress, 3-
estradiol (E2) to simulate the
female hormonal environment,
and dihydrotestosterone (DHT)
to simulate the male hormonal |
showed an upregulaton by
Ang Il or DHT but not with E2.
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2. ACE2/ATRAP was validated as a target of miR-
125a/b-5p.
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3. Our findings suggest that members of the miR-125
family may contribute to the development of
cardiometabolic  diseases by  targeting  RAS
components such as ACE2 and ATRAP, whereas miR-
125 antagomirs may offer therapeutic benefits.
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