
There were no significant differences in gender, serum creatinine, eGFR, microscopic
hematuria, serum level of C3, C4, IgA, albumin, hemoglobin and blood pressure
between groups. Daily proteinuria was higher in crescentic group (median 2.2 gram;
IQR 1.0-4.2; p<0.001). Compared to non-crescentic IgA nephropathy, patients in
crescentic group had significantly more often M1 component (in 76.8% of the patients;
p = 0.012) and E1 component (in 73.9%; p<0.001) in renal biopsy. There were no
differences between these two groups in the distribution of S and T components of the
Oxford classification.

CONCLUSIONS: Patients with crescentic form of IgA nephropathy were younger, had
higher daily proteinuria, more commonly presented with acute nephritic/rapidly
progressive nephritic syndrome and had more often M1 and E1 compared to non-
crescentic forms. The clinical implications of these findings need to be studied further
in prospective trials.
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INTRODUCTION: The anti-phospholipase A2 receptor (PLA2R) is the one of major
autoantigens in primary membranous nephropathy (MN). A number of studies have
suggested that anti-PLA2R antibodies (aPLA2RAb) could be a biomarker for assessing
the activity MN and predicting prognosis and response to treatment, but some studies
have demonstrated conflicting results. In this study we evaluate the association between
aPLA2RAb and clinical activity MN as well as correlations with response to treatment.

METHODS: 30 pts (mean age 43.8615.4 yrs; 80% men) with biopsy-proven primary
MN and serum aPLA2RAb measured at the time of kidney biopsy before treatment
were enrolled. Data at the time of kidney biopsy and during follow-up were analyzed.
Serum level of aPLA2RAb was measured by indirect immunofluorescence method
(reference aPLA2RAb titer<1:10).

RESULTS: aPLA2RAb were detected in 22 of 30 (73%) pts; aPLA2RAb titers were 1:20
(n=2), 1:40 (n=6), 1:80 (n=5), 1:160 (n=6), 1:320 (n=2), and 1:640 (n=1). �ts were
grouped based on absence or presence of aPLA2RAb (Ab“–” [n=8] and Ab“+” [n=22]
groups). Baseline characteristics were not significantly differ between two groups
respectively in term of sex (75% vs. 82% of male), age (38612.6 vs. 46.2616.2 yrs),
duration of disease (11 [IQR 4;20] vs. 5 [4;10] months), proteinuria (3.9 [3.1;9.3] vs.
6.6 [4.8;8.3] g/24h), serum albumin (24.8 [20.8;31.1] vs. 25 [19.5;32.0] g/l) and eGFR
(101 [95.5;122.5] vs. 78 [61.8;101.8] ml/min/1.73m2). In comparision with Ab“–”
group, in Ab“+” group there was a tendency to more frequency of proteinuria (PU)�4
g/24h (50% vs. 84%; p=0.069) and higher sCr levels (70.5 [58.5-89.3] vs. 96.0 [71.5-
114.0] mmol/l), along with significantly lower number of patients with CKD stage 1
(87% vs. 38%; p=0.015). The proportions of patient with PU�8 g/24h were similar in
two groups (37% vs. 26%, respectively).

There was no significant difference between median follow-up period in Ab“–” and
Ab“+” groups (5 [3;10] vs. 8 [3;19] months). All aPLA2RAb“–” and 91%
aPLA2RAb“+” pts had been treated with renin-angiotensin system blockers, 12% and
36% of them as monotherapy. In Ab“–” and Ab“+” groups 7 (87%) vs. 12 (54%) pts
received immunosuppressive treatment (1 vs. 2 pts — cyclosporine, 5 vs. 8 pts —
prednisolon and cyclophosphamide, and 1 vs. 2 pts with rituximab, respectively).

7 active anti-PLA2R“–” pts and 16 anti-PLA2R“+” pts who demonstrated high risk of
MN progression (male, PU>8 g/24h) and complications of persistent NS, were treated.
Complete remission occurred in 3 (37.5%) vs. 5 (31%) pts; partial remission in 3
(37.5%) vs. 4 (25%) pts; 2 (25%) and 7 (44%) pts have not achieved remission in
aPLA2RAb“–” and aPLA2RAb“+” groups, respectively. All differences were not
significant (p>0.05).

CONCLUSIONS: We propose that complex approach to MN (individualized serology-
based in addition to traditional proteinuria-driven) will improve the MN outcomes. The
tendency to more severe PU, higher sCr levels, significantly lower number patients with
CKD 1 stage along with a shorter duration of MN in Ab“+” group might reflect a more
severe disease. aPLA2RAb“–” pts who had no malignancy and demonstrated high risk of
MN progression can be treated with immunosuppressant agents, and the therapy
effectiveness is comparable to aPLA2RAb“+” pts.
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INTRODUCTION: Rituximab is increasingly used in the treatment of ANCA
associated vasculitis (AAV) and other glomerulonephritidies. In our centre, rituximab
use has been supervised through a dedicated immunosuppression clinic since August
2016. We retrospectively analysed infection rates following rituximab infusion and
potential contributing factors.

METHODS: All patients receiving rituximab via the immunosuppression clinic
between August 2016 to April 2018 were included. Infection events between August
2016 to October 2018 were examined retrospectively, using paper and electronic
patient records. Demographics including gender, sex, and age were recorded, with IgG
level and lymphocyte count at baseline and month 6. Lymphopenia was differentiated
into 2 categories depending on severity;<0.5 X109/L and 0.5-1 X109/L. Rates of
hospitalisation, including source of infection and length of stay was calculated using
hospital discharge summaries. Data was analysed using statistical methods including
chi square and independent samples T Test.

RESULTS: 23 patents were administered rituximab, all but 2 patients received 2x 1g
doses. All patients received Pneumocystis Jiroveci pneumonia prophylaxis. Indications
included AAV (74%, n=17), focal segmental glomerulosclerosis (13%, n=3),
membranous nephropathy (n=1), minimal change (n=1) and ‘nephrotic syndrome NOS’
(n=1). The mean age was 58.8 (range 27-80), with male gender being significantly
associated with an increased infecton rate (p=0.03). 34.8% (n=8) of patients received
treatment for infective complications, 6 (75%) required hospitalisation with a mean
length of stay of 10.8 days. The average time to infection was 1.74 months after the first
dose of rituximab. 3 patients had more than 1 infective event. All affected patients had
respiratory tract infections, although an organism was only identified in 3 cases (2
influenza A, 1 parainfluenza). Two patients died; one, 2 months following rituximab
secondary to a pneumonia on a background of lung malignancy, the second as a
consequence of a small cell lung cancer. Co-morbidity with diabetes (8.7%) was not
found to be an independent risk factor for infection (p=1.00). No patient received
cyclophosphamide in the 3 months preceding rituximab, whilst four patients received an
anti-metabolite (azathioprine/ mycophenolate mofetil). 3 out of 4 of these patients
developed an infection with 2 requiring hospitalisation. Neither lymphopenia at baseline
(p=0.18), baseline IgG level (p=0.92), nor the change in lymphocyte count from baseline
to 6 months (p=0.31), was associated with increased infection rates.

CONCLUSIONS: 34.8% of patients had an infective complication after receiving
rituximab with 6 (75%) requiring hospitalisation. All infection events were of
respiratory aetiology. Infection was numerically commoner in patients who had used
antimetabolites in the 3 months prior to rituximab. The only significant predictor of
infection was male gender whilst in contrast to some previous reports, pre-rituximab
lymphocyte count and IgG level were not associated with infection, though the small
sample size limits the utility of the analysis. Knowing that all infection events were of
respiratory aetiology, may facilitate clinicians to educate patients about symptom
awareness and seeking prompt medical attention, which in turn may lead to a
reduction in hospitalisation rates and morbidity.
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INTRODUCTION: IgA nephropathy (IgAN) is one of most common primary
glomerulonephritis, whose pathogenesis had remained unclear. We had reported that
Cnm-(+)Streptococcus mutans, a kinds of major dental caries bacteria. Cnm-
(+)Streptococcus mutans had strong collagen binding ability, resulting in high
pathogenicity. We reported that the prevalence of Cnm-(+)Streptococcu in IgA
nephropathy is significantly higher than that in control (Misaki-T et al, Clin Exp
Nephrol 2015; 19:844-50), and that Cnm-(+)Streptococcus mutans in IgA nephropathy
was associated with proteinuria (Misaki-T et al, Sci Rep 2016). We also reported
C.rectus and S.mutans increased proteinuria synergistically (Misaki-T et al, Nephron,
2018). In this point, there is no direct evidence that Cnm-(+)Streptococcus could induce
IgA nephropathy. In this study, we evaluated the renal lesion in rats treated by
intravenous Cnm-(+)Streptococcus to confirm the pathogenesis of IgA nephropathy
like lesions induced by Cnm-(+)Streptococcus.

METHODS: Cmn-(+)Streptococcus mutans from saliva of IgA nephropathy patients
was administrated intravenously into 4 weeks old male Sprague-Dawley rats. At day 15,
30, 45, 60 after the infection, blood, urine, and kidney samples were evaluated. Kidney
samples were stained by Periodic Acid-Schiff (PAS) , IgA, C3. Historical evaluation
by electron microscope analysis was also performed.

RESULTS: At day 30, BUN, proteinuria in infectious rats significantly elevated,
compared with control rats (P<0.05) (Figure 1A). PAS staining revealed the significant
mesangial proliferation at day 30 and day 45 (Figure 1B). At day 30, the prevalence of
IgA deposition in infections rats was higher than that in control rats (36.4% vs 0%),
and also the prevalence of C3 deposition in infectious rats was higher than that in
control rats (27.3% vs 0%). At day 45, the prevalence of IgA deposition in infections
rats was significantly higher than that in control rats (58.3% vs 0%, P=0.0147), and also
the prevalence of C3 deposition in infectious rats was significantly higher than that in
control rats (75.0% vs 0%, p=0.0014). Electron microscopy analysis revealed high
dense deposit in mesangial areas, and hump in subepithelial areas. All these findings
had become
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