I 5 s RigE 2021 4 3 A 20 %% 3 J Clin Ped Sur, March 2021, Vol.20, No.3 -273-
Ay N >,
DRIk -

B R - L 5K R R GeAE L B e RaE
Yyt bt b B9 AR 5 2F

pAE R

TF A A 5 7

Sy

EFHR FEK

(] BEMRIE DD RERL R R A 5, 37 (B IR P ROR A LR M 2 TR RIS DE R )
JE AT S A o B AR, B AT 5 R B IEE DIRE R . & - I8 K 5K 3 R SE (renin-angioten-
sin system, RAS) JUHJE JR i RAS 19 AE b v B 5 98 45 07 1 (19 41 P © WUk 552, AR SR T 2 T, RAS 4]
5 (4145 ACEL Al ARBs ) FIUHTIE & BLA T BT ACE2-Ang (1-7) -Mas fii LA 36 T IR 5 D) RE A ZL LR 47
EIRE . AL FERE ACE-Ang IT-AT1 i1 ACE2-Ang (1-7) -Mas fill 75 5 bk bR 38 Ty e B i Sz HOAH OGO &
SiE AOVE AT 2508 , PRV IR R GE R0 RAS VR L 15 DG b Sh RERRe AT S HAR ST A 25 167 i L

R AT
(k8giE] BR - mATRIKR ARG/ R NP/ 2 5 IRIEHR/ 5 2
[HES%S] RI26.9 R694 R695

Role and treatment advances of renin-angiotensin system in children with vesicourethral dysfunction.
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[ Abstract] The clinical symptoms of vesicourethral dysfunction vary greatly in children. Sometimes the
treatments are ineffective. Thus, various severe complications and even fatal kidney failure appears. The role of
renin-angiotensin system ( RAS) ,especially local RAS has been well-known in inflammation and organ remode-
ling. RAS inhibitors (including ACEI & ARBs) and ACE2-Ang( 1-7)-Mas axis,a newly discovered antagonistic
axis, have the functions of relieving lower urinary tract symptoms and offering tissue protection. For exploring the
possibility of local renin-angiotensin system in urinary tract as a new target for drug therapy of vesicourethral
dysfunction and its related complications in children, this review focused upon the role of ACE-Ang [ -AT1/
ACE2-ang( 1-7)-Mas axis in vesicourethral dysfunction as well as its complications.
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