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A CASE OF IgG4-ASSOCIATED TUBULOINTERSTITIAL NEPHRITIS
DEVELOPING INTO END-STAGE RENAL DYSFUNCTION EVEN
AFTER RELEASE OF URINARY OBSTRUCTION BY URETERAL STENTING
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A 74-year-old woman was transported to an emergency room of a general hospital with sudden left flank
pain. After examination, the pain was attributed to left hydronephrosis resulting from left retroperitoneal
fibrosis (RF). The pain and renal function improved after left ureteral stenting. Four months after the
transportation, she was referred to our hospital for further examination. Her renal function deteriorated
again despite successful release of ureteral obstruction. Consequently, the left kidney developed end-stage
renal dysfunction at 15 months after symptom onset. Pathological examination of the left dysfunctional
kidney removed by laparoscopic surgery to avoid infectious pyelonephritis revealed numerous IgG4-positive
plasma cells invading the renal parenchyma. The pathological findings suggested that the renal dysfunction
was due to IgG4-related tubulointerstitial nephritis (IgG4-TIN) rather than ureteral obstruction.  In the case
of RF with decreased renal function, not only retroperitoneal lesion  biopsy but also renal biopsy should be

considered to diagnose IgG4-TIN and start steroid treatment if necessary.
(Hinyokika Kiyo 67: 17-22, 2021 DOI: 10.14989/ActaUrolJap_67_1_17)
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Fig. 1. Abdominal contrast-enhanced CT shows a
pelvic tumor (arrows) with contrast enhance-
ment involving the left ureter (A) and left
hydronephrosis (B).
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Images of abdominal contrast-enhanced C'T
during periodic replacement of the left
ureteral stent.  The left kidney showed poor
contrast enhancement at 11 months after the
first visit (A).  The left kidney was atrophic
at 15 months after the first visit (B).
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Fig. 3. Creatinine level during follow-up was stable and did not fluctuate significantly.

L

Fig. 4. Macroscopic and histopathological findings of the resected specimen. (A) Although some dilated renal
calices were apparent (arrowheads), the renal cortex was not damaged macroscopically (arrows). (B)
However, the immunohistochemical study revealed IgG4-positive plasma cells infiltrating the renal cortex.
(C) Masson-cytochrome staining demonstrated massive necrosis in a wide area of the renal cortex and
inflammatory cells infiltrating the tubulointerstitium.
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Table 1. Summary of previously reported cases of IgG4-TIN
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