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'Signiﬁcance of Ultrastructural Electron Dense Deposits on
Glomerular Capillary Loops in IgA Nephropathy

Sun Hee Sung, M.D., Ok Kyung Kim, M.D. and Woon Sup Han, M.D,

Department of Pathology, Ewha Womans University, College of Medicine

To evaluate the clinical and histopathological significance of electron dense deposits on
capillary in IgA nephropathy, we reviewed and compared the clinical, laboratory, and pathological
features of the patents with IgA nephropathy without loop extension of electron dense
deposits(Group 1, 91 cases) and IgA nephropathy with loop extension(Group II, 17cases) by
ultrastructural examination uwsing transmission electron microscope. IgA nephropathy associated
with liver disease, Henoch-Schonlein purpura, systemic lupus erythematosus and the other IgA
nephropathies associated with systemic diseases were excluded.

The results were as follows,

1) There was no significant difference in age distribution.

2) Generalized edema was more common in group IL

3) Nephrotic ranged proteinuria(>3 g/24hr urine) was more prominent in Group 11{52.9%) than
Group I{(8.8%).

4) Among the groups, segmental or mild deposits on the loops were noted in 13 cases, and
severe and generalized deposits in 4 cases. Subendothelial deposits were noted in 6 cases,
subepithelial deposits in 3 cases, subendothelial with intramembranous deposits in 1 case,
subendothelial with subepithelial deposits in 1 case, intramembranous with subepithelial deposits
in 2 cases, and subendothelial, subepithelial and intramembranous deposits in 4 cases.

5) The other associated ultrastructural changes of group II were diffuse effacement of toot
processes with microvillous transformation, swelling or vacuolar degeneration of podocytes and
glomerular endothelium.

6) According to the WHO morphologic criteria, the grade of Group II was significantly higher
than Group [

From the above results, it can be concluded that the extension of electron dense deposits along
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the capillary loops in the cases of IgA nephropathy is highly comelated with proteinuria in the
nephrotic ranged. [t seems to be a poor prognostic indicator in view of the facts that it correlats
with high histopathologic grading. (Korean J Pathol 1996; 30: 32~39)
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Fig. 1. Confluent electron dense
deposits are seen in mesangium
(= 10576). Group I

Fig. 2. Subendothelial electron
dense deposits are seen along the
capillary loop( = 10576). Group 11.
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Fig. 3. Subepithelial electron den-

s¢ deposits in a case of group 11
(< 14240,

Fig. 4. Confluent subendothelial
(EN), intramembranous(IM), and
subepithelial(EP) electron dense
deposits are noted along the capil-
lary loops in a severe case of

group II. Foot processes are mark-
edly effaced{ = 8320).
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Table 1. Clinical features of IgA nephropathy

Aule] vl &5 2 2tel7t glelent 21 e] walrh
61.5% 2 chaz W2l vld #1072 vhde) b)go
Bull 9% ofalzl <k7h pliebch k2o M4 ol
BEFE W9 a7l Alnte 23S 16dli64.7%) 2 )
L2 21ell23.1%)l vlsfl #=A+] =hchP<0.01).
+¢H3 Hm, nEgrE of F7he & Aol g9l
ch. WA oA 24417 AW £ chuleko] A

Group 1 Group 11 p
value
(n=31) (n=17) Table 2. Comparison of laboratory data between two
Age(years)* 203+149 3284162 NS groups of IgA nephropathy
Sex Group 1 Group 11 P value
male 56(61.5%) B(47.1%) (n=76) (n=13)
female I5{(38.5%) H52.9%)
Gross hematuria  44(48.4%)  7(412%) NS 24hr urine proiein(mg/24hr)
Generalized edema  21(23.1%)  11(64.7%) <001 =300 31{36.0%)  3(17.6%)
Hypertension 14(154%)  3(176%) NS 300 ~ 3000 32033.2%)  S(29.4%)
— =3000 B(B.8%) 952.9%) <0.01
Group I, IgA nephropathy without loop involvement Serum albumin(g/dl)* 4.1+1.1 27+x1.2 =001
of electron dense deposits. BUN{mg/dl)* 18.4+7.5 206+84 NS+
Group II; IgA nephropathy with loop involvement of Cr (mg/dl) 15405 1.7+06 NS
clectron dense deposits. *mean + 5D, ** NS: not signifi-
cant *mean + 50, **NS: not significant
Table 3. Degrees and sites of electron dense deposits in group 11
No. of case Mesangium Subendothelial side Intramembranous side Subepithelial side
1 + + + —
2 o + + + +
3 + + 4 - -
4 + + - -
5 + + b — +
6 + + - - +
7 + + f
B + + + + + +
9 + + + + + + + + +
10 4 + -
11 -+ + a
12 + + — +
13 = — +
14 + + + b+ -
15 + + + + +
l6 o+ + + -
17 + + — =+ +
—: megative deposits, *: a few minute foci of deposits, +: several foci of deposits

+ +: frequent foci of deposits,

+ + +: confluent deposits
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I 1{ L1%) o 0%)
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v 3 33%) i 5.9%)
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