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Αίτια ΜΝ

“In about two thirds of patients, however, no 
obvious etiologic agent or condition can be 
identified”
Comprehensive Clinical Nephrology - 4th Edition 2010





Αίτια ΜΝ – antiPLA2R

J Clin Invest. 2014;124(6):2307-2314
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Διάγνωση ΜΝ και anti-PLA2R



Ronco, Nephron Clin Pract 2014;128:232–237
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Anti-PLA2R και πορεία ΜΝ



Ύφεση λευκωματουρίας και νεφρική πρόγνωση

Troyanov S, Kidney International, Vol. 66 (2004), pp. 1199–1205



Ιδιοπαθής ΜΝ > νόσος από αντιPLA2R

Θεραπευτικός στόχος η απομάκρυνση των αντιPLA2R



Αντιμετώπιση ιδιοπαθούς/πρωτοπαθούς ΜΝ

Cattran, Nephrol Dial Transplant (2017) 32: i22–i29
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Αποκάκρυνση IgG με πλασμαφαίρεση





34-year-old male Caucasian 
edema
proteinuria 6.2 g protein/g creatinine 
serum albumin 2.6 g/dl
Kidney biopsy showed membranous glomerulopathy. 
The causes of secondary membranous  were excluded.



Initially, the patient was treated with an ACE 
inhibitor, an angiotensin II receptor blocker, an 
anticoagulant and prednisolone
(60 mg/day, progressively tapered to 5 mg/day). 



Initially, the patient was treated with an ACE 
inhibitor, an angiotensin II receptor blocker, an 
anticoagulant and prednisolone
(60 mg/day, progressively tapered to 5 mg/day). 

Six months later, his condition deteriorated. 
Serum creatinine level increased to 1.5 mg/dl 
(135 lmol/l) while serum albumin declined to 1.5 
g/dl (15 g/l). The patient was still heavily 
proteinuric (4.6 g protein/g creatinine).



The treatment was then complemented by 
cyclosporine (CsA) and switched later to 
tacrolimus (Tac) due to side effects. 
However, his condition further deteriorated 
rapidly with increased protein excretion 
(8.8 g protein/g creatinine). He gained 20 
kg in 3 weeks and showed increased 
peripheral edema and dyspnea



The treatment was then complemented by 
cyclosporine (CsA) and switched later to 
tacrolimus (Tac) due to side effects. 
However, his condition further deteriorated 
rapidly with increased protein excretion 
(8.8 g protein/g creatinine). He gained 20 
kg in 3 weeks and showed increased 
peripheral edema and dyspnea



We decided to perform a combined treatment 
with plasmapheresis (d1-3, d5, d7) followed by 
two infusions of rituximab (d8 ? d28). Each 
plasmapheresis was performed over 2–3 h, using 
5,000 ml of fresh frozen plasma (FFP), 
approximately 1.2 times the circulating plasma 
volume, as a replacement fluid. Subsequently, 
the patient received intravenous infusions of 
rituximab (375 mg/m2, d8 + d28).



Complete remission of nephrotic syndrome 
was achieved 8 weeks later. The concentration 
of anti-PLA2R antibodies in the serum was 
continuously reduced during the treatment and 
eventually disappeared during remission. 
Protein excretion was below 0.3 g/day in eight
consecutive visits under ACE inhibitor/ARB 
treatment.





Albrecht von Graæes Archiv für Ophthalmologie 247(10):1297-306







10 patients with a biopsy-proven diagnosis of iMGN
therapy-resistant to all conventional regimens 
urinary protein to creatinine ratio of more than 10 000 mg/g Crea. 

rescue protocol including 
plasma exchanges (PE) against albumin, intravenous immunoglobulins (IVIGs) and rituximab

compared this protocol with standard immunosuppressive protocols including monthly 
alternating prednisolone plus cyclophosphamide (18 patients), cyclosporine plus prednisolone 
(23 patients) and rituximab alone (eight patients) in a retrospective design.









Red asterisks indicate partial remission in 
anti-PLA2R-antibody negative patients.



Our rescue regimen with PE, IVIGs and rituximab achieved partial 
remission in 90% of patients 
who had been otherwise refractory to therapy. 

Red asterisks indicate partial remission in 
anti-PLA2R-antibody negative patients.



Red asterisks indicate partial remission in 
anti-PLA2R-antibody negative patients.

This time to partial remission was significantly shorter compared to other 
treatment regimens (P < 0.01 compared to ‘modified Ponticelli regimen’ and 
‘modified Cattran regimen’; P < 0.05 compared to ‘rituximab only’).



Red asterisks indicate partial remission in 
anti-PLA2R-antibody negative patients.

There were no reportable side effects and the therapy was well tolerated.





Πλασμαφαίρεση σε ΜΝ

• Θεραπεία διάσωσης

• σε εμμένουσα βαριά λευκωματουρία 

• ανθεκτική σε άλλες θεραπείες

• πάντα σε συνδυασμό με αντιCD20 αγωγή
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Ευχαριστώ

για  την

προσοχή σας
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