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Two cases of interstitial nephritis with primary Sjogren’s syndrome
successfully treated by steroid therapy

Hiroyuki KOMATSU, Seiichiro HARA, Masao KIKUCHI, Michitaka MATSUMOTO,
Kazuhiro YAMADA, Yuji SATO, Shouichi FUJIMOTO, and Tanenao ETO

First Department of Internal Medicine, Miyazaki Medical College, Miyazaki, Japan

We have experienced two cases of interstitial nephritis with Sjogren’s syndrome successfully treated
by steroid therapy.

Case 1. A 50-year-old woman was admitted because of rash and arthralgia of the limb. Although her
renal function was normal, serum IgG was extremely high and gallium-67 scintigrams indicated abnormal
uptake in both kidneys with swelling on CT scans. Renal biopsy specimens showed a patchy dense
interstitial infiltration of lymphocytes, monocytes and partly plasma cells with tubular cell atrophy. To
suppress an excessive immune reaction, oral prednisolone was administrated at a dose of 30 mg/day. Six
weeks after inception of the therapy, re-biopsy specimens showed a decrease in interstitial infiltration,
particularly plasma cells, and interstitial fibrosis did not progress. After 8 weeks, the serum IgG level was
normalized.

Case 2. A 57-year-old woman was found to have renal involvement (serum creatinine level : 2.2 mg/
d/) and anemia. Clinical findings suggested primary Sjégren’s syndrome with renal tubular acidosis. Renal
biopsy specimens showed a moderate to severe interstitial infiltration of inflammatory cells. After incep-
tion of steroid therapy (prednisolone 40 mg/day), renal involvement and renal anemia gradually improved.
The renal function has been kept stable(serum creatinine level : 1.5 mg/d/) for 9 years by low-dose
steroid therapy.

These two cases suggest that steroid therapy plays two important roles : controlling of the acute
immune reaction that causes renal fibrosis to progress in case 1, and long-term preservation of the renal
function by the continuous use of low-doses in case 2.

Jpn J nephrol 2003 ; 45 : 398-404.
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Table 1. Laboratory findings on admission(Case 1)

Urinalysis Blood chemistry CRP 0.4 mg/d/
pH 5.0 TP 1.2 g/dl IgG 6,120 mg/d/
occult blood (=) Alb 3.6g/dl IgA 94 mg/d/
protein (=) T-Cho 213 mg/dl IgM 238 mg/d/
U-NAG 2.3U/1 BUN 10.2 mg/dl Cc3 38 mg/dl/
U-8,MG 241 ng/ml Cr 0.7 mg/dl c4 2 mg/dl
Cer 85.5m//min UA 5.5 mg/d/ CH 50 5U/ml

Na 138 mEq// RAHA X 1,280

Peripheral blood K 3.7mEq/! ANA X 1,280
WBC 4,800//1[ Cl 87 mEq/! Anti SS-A Ab (=)
RBC 395X 104/ ul Ca 8.7 mg/dl Anti SS-B Ab (=)
Hb 12.1g/dl AST 161U/1 CIC(Cyq) 7.9 ug/ml
Ht 36.2% ALT 51U/1 cryoglobulin (=)
PIt 30.4X% IO“/,ul LDH 202 1U/1 slIL-2R 2,130U/ml

y-GT 201U/1

Coagulation test ALP 1901U/! Arterial blood gas(room air)
PT 13.3 sec. pH 7.45
APTT 24.9 sec. Serological test PCO, 37 Torr

ESR 127 mm/hr PO, 102 Torr

HCO;~ 24.9 mmol/!
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Fig. 1.
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30 mg/HOWARZBILE L 72, GHRBIE L VD MEHRES,
IgG FEAMER & 72 0, Bilfh 6 B X IMIERIAE b HUE
ETRE ciE L, 8HEBICIXIMmE IgG bIFIFEH/IL
7zo ZOM, BHREIXER T, IKHNAG X ,-MG 0 Lk
O RHEEME7 > ¥ —3 Z (renal tubular acidosis : RTA)
DOHBLY &S5 iroTz, WRHEFE 6 AROFE EMRT
1, [ O REMRIEEINCED U, RIS S BRI
LIAIEETH 5 7z (Fig. 2¢), BEEte b A7 0 A F I IEWK
Lensofikic L CH D, 1B | FE2OKT T PSL 15mg/
HWIRL, BEHEE RTR L bIERTH S,

GER 2)
BOE ISR L

F R DN, FRES

Gallium-67 scintigram (Case 1)
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Fig.2. Renal biopsy (Case 1) discharge
a : Before steroid therapy (PAS stain) c3 c4 CHSO CIC(Clg) IgC
b : Before steroid. thera-py(PAS stai-n) (agd) (mgd)  (Uml)  (aghml)  (mgdl
: 6 weeks a'fter inception of steroid therapy before PSL 18 5 5 79 6120
(PAS stain) 6 weeks later 62 10 29 4.6 1650
Fig.3. Clinical course (Case 1)
Table 2. Laboratory findings on admission (Case 2)
Urinalysis Blood chemistry CRP 0.1 mg/d/
pH 5.0 TP 9.2 g/dl 1gG 3,870 mg/d/
occult blood (=) Alb 3.8g/d/ IgA 406 mg/d/
protein 0.3 g/day T-Cho 132 mg/d!/ IgM 131 mg/d/
U-NAG 4.0U/1 BUN 39.9 mg/d/ C3 77 mg/dl
U-5MG 9,473 ng/ml Cr 2.2mg/dl c4 16 mg/d/
Cer 24.0 m//min UA 5.4 mg/dl CH 50 48 U/ml
Na 137 mEq/! RAHA X 1,280
Peripheral blood K 5.2 mEq/! ANA X 1,280
WBC 4,900/ ul Cl I'I'l mEq/! Anti SS-A Ab X 256
RBC 312X 104/l Ca 8.5 mg/dl/ Anti SS-B Ab X 32
Hb 9.8 g/d/ AST 201U/1 renin 5.27ng/ml/hr
Ht 29.2% ALT 1710/1 aldosterone 335 pg/ml
PIt 18.1%10*/ul LDH 2641U/1
y-GT 81U/l Arterial blood gas(room air)
Coagulation test ALP 1841U/1 pH 7.30
PT I1.7 sec. PCO, 33 Torr
APTT 35.4 sec. Serological test PO, 103 Torr
ESR 128 mm/hr HCO,~ 16.6 mmol/I
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Fig. 4.
Before steroid therapy (PAS stain)

Renal biopsy (Case 2)
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4 FREEZEE L7z, L&, 4k T PSL 0 & (7.5 mg
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sCr IgG Hb HCO3-
(mg/dly (mg/dl) (g/dl) {mmol/l)
before PSL 2.2 3870 9.8 16.6
8 weeks later 1.9 1400 12.3 25.6
Fig.5. Clinical course (Case 2)

z =

SS DEIRZED 5 b, —MRICIEEENR L XN 2REEICIZ,
SREREE R, RTAREOIKIGEN H %, REKEE XL OFH
TESARE 130 3 %REEE LT, BRI B S B MR Tl M SR Bk A
BRERD L ZEN% L, WBEIIAT oA FEDMO R
HEHERENEIG E 2 %, 72, RTATIE 7Y R—y 2D
WENEZETHY, KKIECEZL DD, REAES
PO T LABREDT VA RPN I NS, FICSS TS
WEMBEOBE X, BREaCBEAKILOTFHZIREDO D 2
Shohl ¥ (7 = VR K) b HHTH 5>, I, [HHE
HEERTIE, BERE BEGRITECBERES C o EEk
PERL R I NBEEICAT oA NIEENRIRENS 2
ENZn, LL, EOBRBEOFEIFMEICFLTCATa AN
BERBIRT RE D, F7, TOREHE RS5HEE C
DI RENPICOVTIE, THRREIDB R SN THZRW,

INETIHE SN SS OMEMBRICHT 2270
A P EEGIOERRFHE L IBRENE %2, SEOEF L &b
\Z Table 3127k U7z, FERERRM I BIBEAE « IR RIEH B (E
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Cacoub 59) L L2 TH Y, HEFOINE 7 V7 F =&
PREAE S EGINICEN A STz,

—7, @ficHuE LR e U, i 1eG a3 <,
FER 1 % B 7- 2 5EHIC RTA 246 L CTVwiz, Pertova-
ara 5% 1, SSHZ 8 HIIC OV TEEEHH O FHKFF
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Table 3. Cases of steroid therapy for interstitial nephritis with Sjogren’s syndrome
Authors Age/ U-pro sCr slgG Anti SS-A/ RTA Initial steroid therapy Outcome
Sex  (g/day) (mg/d/) (mg/dl) SS-B Ab pulse oral PSL  follow-up  oral PSL sCr
El-Mallakh et al.  63/F <0.1 1.2 3,300 (+)/(+) (+) (=) 30 mg/2d 8years  7.5mg/d Ccr 69m//min
Rosenberg et al.  I5/F 300 3.8 ND (=)/(=) (+) 3times (=) 2 years (=) 0.6
(mg/dl)
Cacoub et al. 56/M 3.6 7.4 3,440 (=)/(=) (+) Itime |Img/kg/d 9months 10 mg/d 1.7
Saeki et al. 22/F ND 1.5 4,199  (+)/(+) (+) 3times 30mg/d 8 months 5~7.5mg/d I
Present case |  50/F <0.1 0.7 6,120 (=)/(=) (=) (=) 30 mg/d | year |5 mg/d 0.7
Present case 2  57/F 0.3 2.2 3,870 (+)/(+) (+) (=) 40 mg/d 9years 7.5mg/2d |.5
*ND : not determined
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