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Pathologic Value of Tubulitis in Non-tubuleointerstitial Glomerunlonephritis
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Abstract: [Objective] To observe the existence and extent of tubulitis in renal biopsy sample of
712 cases with non-tubulointerstitial glomerulonephritis,and evaluate to analyze the diagnostic value of
tubulitis in non-tubulointerstitial glomerulonephritis. [Methods] The renal biopsies were examined by
light microscopy, immunoflurecence and immuno-histochemistry techniques. [Results] (D Tubulitis
could be also observed in some non-tubulointerstitial glomerulonephritis, such as crescentic glomeru-
lonephritis (GN), vascular lesion associated GN, diabetic nephropathy,etc. (@Acute or active renal le-
sions were often associated with severe tubulitis, which might be found in non-atrophic and degenera-
tion tubules. In chronic or non-active lesions, tubulitis could often be observed in the tubules with at-
rophy, broken of tubular basement membrane and degeneration, and was related to the surrounding
interstitial inflammation and fibrosis. @Most of infiltrating cells were lymphocytes and mononuclear
cells [ Conclusion] Tubulitis may also be the pathologic epiphenomenon in non-tubulointerstial
glomerulonephritis, which may be involved in the pathogenesis of tubulointerstitium injury of primary
and/or secondary glomerulonephritis.
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Table 1 Pathologic characteristics of tubulitis (Ti) of 712 patients

) Grade of Ti Grade of Ta Interstitial infiltration Interstitial fibrosis IFof T

Lesion type =
No Mild Mod Severe Ta NA A-NA No Mild Mod Severe No Mild Mod Severe - +

LN(IV) 81 36 27 16 2 4 10 31 2 26 41 12 5 45 27 4 67 14
IgAGN 119 70 34 12 3 34 7 8 26 64 18 11 32 63 21 3 97 22
Cre GN 34 0 3 7 24 7 10 17 14 12 8 0 17 8 31 3
MPGN 42 25 14 3 0 13 0 4 22 14 3 16 18 2 34
Endo GN 51 37 7 6 1 4 10 41 10 0 0 44 7 0 0 47
FSGS 62 48 12 2 0 0 5 30 12 16 4 33 18 11 0 46 16
HSPN 7 6 1 0 0 0 0 3 4 0 0 5 2 0 0 6 1
MsPGN 93 75 16 2 0 13 1 4 67 12 9 5 74 10 6 3 83 10
DN 27 9 7 10 1 15 0 3 19 2 1 11 7 3 25 2
AN 14 10 4 0 ] 0 0 7 1 0 3 2 0 5
MAN 8 1 1 0 0 0 3 2 0 3 0 0 3
VAN 21 4 7 10 18 0 3 8 13 0 4 11 6 17 4
MN 57 54 2 1 0 0 0 55 2 0 0 57 0 0 0 56 1
MCN 31 31 0 0 0 0 0 31 0 0 0 31 0 0 31 0
FGN 19 18 1 0 0 I 0 0 15 4 0 0 18 1 0 19 0
PSGN 47 34 10 2 1 13 0 0 0 3 8 36 0 7 16 24 37 10

Nates: AN: Amyloid nephropathy; A-NA: between atrophy and non-atrophy tubule; Cre GN: crescentic glomerulonephritis( excluding ANCA

positive and other type lesion with crescence); DN: Diabetic nephropathy; Endo GN: endocapillary proliferative nephritis; FGN: focal glomeru-

lonephritis; FSGS: focal segmental glomerulonephritis; HSPN: Henoch-Schonleing IF: immunoflurescent findings of tubules; IgA GN: IgA nephropa-

thy; LN(IV)-lupus nephritis{IV); MAN: myeloma associative nephropathy; MCN: minimal change nephropathy(not including minor lesion) ; MN:

membranous nephropathy; MPGN: membranoproliferative glomerulonephritis; MsPGN: mesangial proliferative glomerulonephritis; NA: non-atrophy

tubuleg PSGN: proliferative and sclerotic glomerulonephritis; Ta: tubule atrophy; Ti: tubule inflammation; VAN: vascular lesion associated

nephropathy
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Fig.1 Tubulitis in crescent glomerulonephritis (PAS, 10 40)
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B2 IgA BRTENERNRE
Fig.2 Tubulitis in IgA nephropathy {PAS, 10x40)
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Tabel 2 Correlation analysis of the grading of tubulitis (Ti),
tubule atrophy (Ta), interstitial infiltration (1), in-

terstitial fibrosis (IF) and immunoflurescent findings

of tubules (P value, wvs tubulitis)
Lesion Type TivsTa Tiws] TiwsF TiwlF
LN(IV) <0.01 <0.01 >0.05 <0.05
Cre GN <0.01 <0.001 >0.05 <0.05
IgA GN <0.001 <0.05 <0.05 >0.05
MPGN <0.05 <0.05 >0.05 >0.05
Endo GN <0.01 >0.05 >0.05 <0.05
DP <0.01 <0.05 <0.05 >0.05
VAN <0.001 <0.01 <0.01 >0.05
PSGN <0.001 <0.01 <0.01 >0.05

B3 BMNERRESARENGE FERMEER
Fig.3 The relationship between tubulitis and surrounding
tubules and interstitium (PAS, 10X 40)
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