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Abstract :

Exosomal microRNA (miRNA) is stably present in plasma, urine and other body fluids. Recent studies have shown that se-

creted miRNA has a good application prospect in the pathogenesis, early diagnosis and treatment of hypertension. Therefore, this re-

view summarizes the research progress of exosomal miRNA in hypertension in order to analyze its potential application value.
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ME: HHEMBIEILD A& FIE (pubertal gynecomastia, PG ) & — Rl 5 P FLR RIS A2 B , 90% WY & & 8 T A BidE , H B A
FIBRYE . MR SRR K OB A R R B o) O e RSB 77 00 2 2 P ELK e ] BESE PN IR A SR iR B dt A%
SEDRD AV TEAE IR , 51 AR 0 R G Mot 200 BRIRE R . PG B R E A BLIR N IR M2 TT PG AT o %5 S0, U2 ik
FE AR PG 495 PR B AL AR SC T A — 230 TG HOC B B ER 1Y, QAR i = AR 55 PR 2L 5 7 R R Z A G R
BT & E LI PG 107 25 S22 Wi fe fit— 5 S B ik
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