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Interstitial Mononuclear Cell Infiltration and its Phenotypes
in IzA Nephropathy

Hyeon Joo Jeong, M [}, Hrunee Yim, M.D., Sun Hee Sung, 3.0. and In Joon Chei, M.D.

Department of Pathology, Yonsed University Callege of Medicine

To know the correlation between glomerular and tubulointerstitial lesion and to define the
characteristics of interstitial inflammatory cells In [gA nephropathy, we selected 30 cases of IgA
nephropathy and classified according to WHO classification and graded tubulointerstitial lesion
as mild, moderate and severe. Paraffin-embedded 5u sections were stained with UCHL-1, LZG
and CDER antibodies. More than 20 fields were examined in each case under the high power mi-
croscopy and the number of positive cells were counted.

There was positive correlation between the severity of glomerular and that of tubulointerstitial
lesion. The mostcommoninflammatory cells in the interstitium were UCHL-1 positive cells fol-
lowed by CDE8 and L26 positive cells. As the WHO grade or tubulointerstitial lesion increased,
the numbers of positive cells were increased in all three groups. The proportion of UCHL-1 posi-
tive cells were increased in cases with high WHO grade whereas that of L26 positive cells in
rases with severe tubulointerstitial lesions. Proteinuria was correlated with the degree of inflam-
matory cell infiltration, especially with that of L26 positive cells. (Korean J Pathol 1994; 28: 506

~510)
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Table 1. Correlation between WHO grades and tubulointerstitial lesions in IgA nephropathy

_—————— ———
Tubulointerstitial lesion
WHO grade Taotal(%)
Negative Mild Moderate Severe
[ 0 0 0 1(3.3)
11 1 11 2 0 1 4(46.7)
111 0 7 1 10036.7)
IV 0 1 2 2 5(19.3)
W 0 0 ] 0 0(0.0)
Total 1 15 11 3 J001 000}
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Table 2. Carrelation between histologic grade and phenotype of mononuclear cells

UCHL-1 L26 CDe8

WHO grade

l 4.00* 0.00 (.00

Il BO2+520 1.24+1.34 L67£1.27

[ 11.87+£915 4531394 003+411

IV 13231060 J88+425 938795
Tubulointerstitial lesion

MNegative 41 0.0 4.4

Mild 641 +4.55 1.11£1.06 1.75+1.20

Moderate 11.60+9.90 3.90+3.09 572+685

Severe 13.66+055 6.73+6.13 6.63+7.85
Taotal 52+7.82 269+ 320 3.79+5.06

* Mo, of immunoreactive cells/HPF. mean=5.D.

Table 3. Correlation between clinical and histologic

parameters

CR UupP
WHO grade T21* 050
Grade of T1 556 001
UCHL-1 positive cells 3BT 016
CD 68 positive cells 430 009
L26 positive cells 170 < 001
*F value

abbreviations: CE, serum creatinine; UP, urinary
protein excretion; T, tubulointerstitial lesions
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