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V¢ sought to investigate the effect of the (pro)renin receptor
bl ocker (PRRB) onsepsisinarat cecal ligationand puncture nodel . PRRBsignificantly
i nproved survival rate of ratswthclinicallyrel evant sepsis, possibly by attenuating
sepsi s-i nduced syst eni c i nf| ammat ory response. Vi proposethat the acti vati on of prorenin

i n nacr ophage foamcel | s nay be a si gni fi cant nechani smof sepsi s, and PRRB nay decr ease
inflammat ory response in inflammatory cells.
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FHgue2 TN~a, IL-13, IL-6, and HMBL
serum concentration after QP surgery.
Goncentrations of the proinflamatory
factors were deternmined in serum taken
fromani nal sinthe control and PRRBgroups
(n=11for each group) at the tine points
indi cated. Sguares represent the val ues
neasured for the control group; circles
represent the val ues for the PRRB group.
Al dataareexpressed as neanval ue+ &
*Denotes a  significant di fference
conparedw ththe control group (P<0.05).
(A M~a; (B IL-1B; (Q IL-6; and (D
HWE3BL.
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PRRB  versus control , 18 £ 12 %vs.

100+ 0% P=0.032; HM3Bl, PRRB  versus

control , 1.6+ 1.0%vs. 22+ 16 % P

= 0.042) 2
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Figure 3
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H gure 3. H st ol ogi cal and
i mmunohi stochemical findings of the
inflaamatory cells infiltrated into the
cecum subserosa at 6h after AP in the
control and PRRB groups. (A Henatoxylin
and eosin, and inmmunohi stochemistry of
nonpr ot eol yti cal |y activat ed proreni n and
HV3B1, respectively; red arrow
nacr ophage- | i ke cell; yellowarrow foam
cell. (B Qantitative analysis of
activated prorenin-positive foam cell.
(O Quantitative anal ysi s of
HV®B1-posi ti ve i nframattory cell.
*Denotes a  significant di fference
conparedw ththe control group (P<0.05).
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FHgured. FasnaAgll concentration. The
graph shows a increased plasma Ang Il
concentrationinthe (LPrats. PRRBdi d not
affect the plasma Ang Il concentrationin
AP rats. *Denotes a significant
di ff erence conpar ed w t h t he shamgroup (P
< 0.05).
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