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Sk bR S A

Jikg L H 11 WL SR LAk 28 P2 (advanced glycation end products, AGES) i} & 41
i P B 251 A X Bk 25 A 4: (renin-angiotensin system, RAS) (s A 45 FHHL
Jrik AR MAGES T HUN G AN II24 h, 43 BRIl Z(renin) | i 5k 5
(renin-angiotensin system, AGT), |4 5ok 25 1] 1m0, 27852 4k(ATIR, AT2R)f%
ik, I E ik (angiotensin-converting enzyme, ACE) (gL filin a4 Kok 2% 11
(angiotensin 11, Ang I1)fuk )i, W& (IMATBAKO KRG, AR5 2SI A BRI
T3P 7L Y294002, losartan, captoprilfiichymastating, % & 40 f kG B ) Ax
. gt LufH4iMHLL, AGEs (80 pg/mbL) Wi LiMAGTRHIATIR KA
[ (183.0+19.0)% vs 100%, (179.0417.0)% vs 100%, P<0.05], iy ACEYE IH: e i 1
il (142.84+10.3) U/pgvs (85.04+9.2) U/ug, P<0.05], 4mp Lys-bANg 11 ff)uk fiE iy
En[(11.24-0.8) pg/mL vs (7.040.7) pg/mL, P<0.05], AKt¢misil, - 100%
(P<0.05), 71iLY294002 7] e i AGES A~ 5 1) 2 41l o Py RAS 1383 s 5 AGESZH A1 1L,
LY294002 ny pir 32 AGES A\ 5 (1) 2 i Bo kb Bk ) R Rl (82+13) % vs (40+12)%, (78+
14)% vs(42+13)%, P<0.05], giity AGESHI AR W IR ULRE SIS A0 A2 40
J DI HIRAS, - BEA I 40 FRRS B

Abstract: Objective To investigate the effect and mechanism of advanced glycation
end products (AGEs) on the components of renin-angiotensin system (RAS) in the

podocytes. Methods Immortalized mouse podocytes were exposed to



various concentrations of AGEs for 24 h. The expression levels of renin,
angiotensinogen (AGT) and angiotensin [ type 1 and 2 receptors (AT1R and
AT2R), the level of angiotensin [ (Ang 1), and the activity of angiotensin-
converting enzyme (ACE) were assayed. The levels of Akt and phosphorylated Akt
were examined by Western blotting. Cell adhesion was measured in the
podocytes pretreated with phosphoinositide 3-kinase (PI3-K) inhibitor LY294002,
losartan, captopril and chymostatin, respectively. Results Treatment
with AGEs resulted in significant increase in the expression of AGT and AT1R.
Moreover, ACE activity and Ang 1 level increased significantly. However, there
was no significant change in renin and AT2R expression. AGEs increased the
phosphorylation of Akt by 100%. When the podocytes were pretreated with
LY294002 (10 pmol/L), the AGEs-induced increase in AGT and AT1R expression
reduced remarkably. Likewise, ACE activity and Ang || level decreased
significantly, and the reduced podocyte adhesive capacity induced by AGEs was
improved significantly. Conclusions AGEs activate the RAS via PI3-K/Akt-

dependent pathway, and lead to a decrease in podocyte adhesion.
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