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INTRODUCTION RESULTS

The imbalance between local injury factors and defense mechanisms
determines the tissue damage in CGN. The most interest of recent
studies was focused on the effector link of renal inflammation, but self-
defense mechanisms of kidney cells, including podocytes (Pdc), are than in Il and | groups (table 1).

poorly studied. In active CGN urinary HSP-27 excretion correlated directly with PU

(Fig. 1) and negatively with serum albumin level (Rs=-0,22, p<0,05). In

THE AIM CGN with severe NS PdcU and urinary HSP-27 levels were higher than

In CGN with moderate NS (168 [19; 782] cells/ul vs 7,87 [4,2; 30] cells/pl

and 2,28 [0,93; 4,02] ng/ml vs 1,07 [0,71; 1,72] ng/ml respectively,

The PdcU, urinary IL-6 and HSP-27 levels In active CGN were higher
than in control. These indices in lll pts group were significantly higher

The aim of the study was to evaluate in patients (pts) with different
CGN courses the podocyturia (PdcU) level (as a marker of Pdc's 0<0,01).
Injury), urinary excretion of proinflammatory interleukin-6 (IL-6) and ’
heat shock protein-27 (HSP-27) (as a protective intracellular protein,
which helps to keep structure of Pdc's actin cytoskeleton).

Urinary IL-6 excretion In progressive CGN course was significantly
raised compared to patients with NS and normal renal function (22
[10,2; 92,5] ng/mL vs 8,27 [1,48; 16,35] ng/ml, p<0,05). Exactly in these

patients urinary IL-6 correlated positively with serum creatinine level
METHODS (Rs=0,53, p <0,01) and a negatively - with GFR (Fig. 2).
73 CGN patients were studied: 20 - inactive CGN (I group). 23 - active W consider that revealed direct correlation between PdcU and urinary

CGN with proteinuria (PU) 13 g/d (I group), 30 active CGN with i %, ) ST BOEONCS ol o ween the Py and
nephrotic syndrome (NS) (lll group), Including 16 patients with ' ’

moderate NS (PU-3-5 g/d ), 7 patients with severe NS (anasarca, PU — urinary HSP-27 (Fig. 3) In NS indicates the reciprocal activation of
6-12 g/d hypoalbuminemi,a < 20 g/L), and 7 patients - with ,NS i mechanisms, which limit podocytes structural damage and glomerular
combination with nephritic syndrome and impaired renal function. 8 permeability.

healthy subjects were studied as control. PdcU was estimated by

urinary flow cytometry, urinary IL-6 and HSP-27 levels were measured
by ELISA.

Table 1. Urinary excretion of heat shock protein-27 (HSP-27) , interleukin-6 (IL-6) and podocyturia level in patients with CGN (n=73)

HSP-27 urinary level Podocyturia
(ng/ml) (cells/ul)

0,72 [0,65;0,98] * 6,2 [3,7;6,8] *

0,76 [0,68:;1,14] *° 6,77 [3,2;17,4] * ° 5,44 [1,3; 12,8] * °

1,1[0,73: 1,83] ° 16 [8:38,4] * ° 9,97 [1,95:25,6] * °
0,73 [0,66:0,96] 2,05 [1,05:4,26]

* - p<0,05 vs «lll patients group»  °-p<0,05 vs «healthy control»

Patients groups IL-6 urinary level

(ng/ml)
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