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Clinical application of urinary angiotensinogen as the new biomarker in patients
with hypertension
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Bx new architectural delay of the study environment in the new faculty of
medicine of transfer of the study representative and transfer ahead, we have a hard time for a
change of the study environment with application and cannot show the conspicuous study results.
However, by colleagues inside and outside the study, the recruitment of the clinical studies
participant about this business makes it progress.

At the end of fiscal year 2018, the measurement of approximately 250 clinical specimen is completed
and is pushing forward analysis now. It has been completed during the supporting business period,
but go ahead through accumulation, measurement, the analysis of the further clinical specimen and is
going to connect it with definitive outcome in future.
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Figure 1. Intrarenal renin-angiotensin (Ang) system (RAS) in

}%%ﬁﬁ\ J:ﬁ—"g"— Z) k N %j/[, %Ejﬁ 72@ proximal and distal nephron segments. Because of its

molecular size, it seems unlikely that much of the plasma

ﬁgﬁ % k "91— Z) 'E‘Iﬁl%fﬁé}%(@] Xi angiotensinogen (AGT) filters across the glomerular
vy L N e e i membrane. In Ang ll-dependent hypertension, increased
RS EF' S Hh Eii%)\ H AN N proximal tubular (PT) secretion of AGT spills over into the distal

nephron and increases Ang |l effects on distal tubular (DT)

%U%%(@J Xi 5?]: %“ﬁ%{lﬁﬁ)ﬁ)iﬁéb[l?“ reabsorption. CD, collecting ducts.
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i . Figure 2. Urinary protein and AGT excretion rates of each group.
,%\%A(Sawag uchi M, Kobori H, et A. Urinary excretion rates of total protein were greater in Angll-

infused animals. ARB treatment prevented this augmentation.

e

al. J Diabetes Investig. B. Representative western blot analysis of urinary AGT levels
N 2 among groups showing the stimulation in Angll-infused group.
201 2,331 8-324 723 & )6_ *D ANE N C. Urinary excretion rates of AGT were increased by 4.7-times

N - N in Angll-infused animals. ARB treatment prevented this
*E /j( A VC%&%‘@L ZD — k 755 m %7&0 augmentation. Angll: angiotensin Il; ARB: angiotensin Il type1
receptor blocker, olmesartan; AGT: angiotensinogen; DU:

ﬁ?’ff 6?]:\ : Dz :/'E 70 }\ &iéﬁ(% densitometric units; *: p < 0.05 compared to the sham group.
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Figure 4. Scheme of protocol in Specific Aim 2.
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Figure 5. Scheme of protocol in Specific Aim 3.
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