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Aliskiren inhibits renin-mediated

Zivile D. Békassy, Ann-Charlotte Kristoffersson, Johan

Rebetz, Ramesh Tati, Anders I. Olin, Diana Karpman

Lund University, Lund, Sweden
Kidney International, 2018 (IF 8.3)

Intrarenal complement activation
v kidney-international. g and the renin-angiotensin system

Adherence to calcimimetic therapy DOI 1 0 . 1 0 1 6/_] . kl nt201 8.04 004

B cells and the pathogenesis of
proliferative lupus nephritis

Tapering maintenance
immunosuppression in lupus
nephritis
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Classical pathway: RBRIZ
Lectin pathway: BFEEEIRR
Alternative pathway: Zi&iR1Z,
MAC : membrane attack
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Calu6 renin-producing cell Calu6 renin knock-out cell
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Calu 6 renin-producing cell: BEFIAHIE , AETIHEHMEEE ( ATCC-HTB-56) ,
Calu 6 renin knock-out cell: SEEFPRMAE , PBEITER,

¢ o QG EsRE , REXIGHTNERCIHAIBAITR.
¢ b: [IRSCTREEHERHITCIRE | REOTERCIHABNITTINER.
¢ c MRSEREFEERRG  BHITOES | RESCRIENZICIHEITR,



oy
RIS CalT EREMEMECIKERR

jON

. Patient 1 ) Patient 2 ) Patient 3
. I—* * * *—l | * | | ke |
— 1.0 .'.'
o R
8 oo . .o .
eee, ..oo ®e,® . et o ®%es o o
L 2 o we®® | _.‘:%T':._
0.0 T T T '. ! ',
Before During Before During Before During

*P < 0.05; **P < 0.01; ****P < 0.0001,

REEAET*MAC3IEETFRIE (0.77 g/l).
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GBM : Glomerular basement membrane , S/ NEkEKIR,
NA : not available; UC: unchanged.
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C5b-9 staining intensity

;ig::'y 2006 | 2010 | 2012
glzr?{e?-txli gl 2|4
1+ 2 1 4
2+ 4 | 4| 3
3+ 2 4 0
Total | 16 | 21 | 10
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Kidney International (2018) 94, 650-652.
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C3B/NEKE® ( BFRC3B/INEKIER. BRI )
Bt S /NKE % ( Focal Glomerulonephritis )
Bt HH R S/ NEKIE{UEE ( Focal segmental glomerulosclerosis,FSGS, &85 )
fRME S9% ( Membranous Nephropathy )
RIRSA M IS/NKIS %K ( Mesangioproliferative Glomerulonephritis )
FRIZAE M S /KSR ( Membranoproliferative Glomerulonephritis, MPGN )
EMME P S/NKE X ( Endocapillary Proliferative Glomerulonephritis )

TR S /NEKS X ( Crescentic Glomerulonephritis )
BRTEBDEKE R

RS S ( Lupus Nephritis, LN )

IgA B45(IgA Nephropathy , 29515 E5#HGIRY30-40%)

HEME SRR SR ( Nephritis of Anaphylactoid Purpura )
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thanks for your attention.



