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A case of sarcoidosis overlapping with rheumatoid arthritis

Hiroomi KASUMOTO, Masaaki IZUMI, Kenichi SHIRAI,
Koji MIYAGAWA, Reiko ITAHANA, Hirofumi NISHIKAGE,
Keisuke HIRAOKA, Takeshi NAKANISHI, and Yoshihiro TAKAMITSU

Department of Nephrology and Dialysis, Hyogo College of Medicine, Hyogo, Japan

We report the case of a 54-year-old woman who presented on May 28, 2001 with sarcoidosis
overlapping with rheumatoid arthritis. She had experienced morning stiffness 2 years previously and was
diagnosed as having rheumatoid arthritis. She had been treated with bucillamine and loxoprofen for 3
months. In October 2000, she developed proteinurea. The patient discontinued treatment with bucillamine
and loxoprofen. Proteinurea persisted, and the patient’s renal function declined.

On admission, subcutaneous nodules were palpable in the patient’s legs. The patient’s serum creatinine
and calcium levels were 2.49 mg/d/ and 11.6 mg/d/, respectively. Intact-PTH was suppressed, and PTHrP
was not elevated. Despite the presence of hypercalcemia, the patient’s serum 1«25(OH),D; was not
suppressed. Serum ACE and lysozyme levels were elevated beyond the normal ranges. A renal biopsy was
performed, and non-caseous epithelioid granuloma was found in the renal interstitium. Based on the
histological findings, the patient was diagnosed as having sarcoidosis. Following treatment with pred-
nisolone, the patient’s serum calcium levels returned to normal and her renal function improved.
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dl, Rk 134484 121 Cr 2.4mg/dl, Ca 11.9mg/dl &
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dl), & CalfijiE(Ca 11.6 mg/dl), & P Ifi4E (5.0 mg/dl),
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A b IE% Tdh o720 P-ANCA, C-ANCA T H-

Ho TAD THIX D ITFHE L T 7228,

Egjﬁﬁ b /&ﬂ:/ % uth
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APTFFREHE R (Table 1, Fig. 1) : Table 1 127”3 & 5 WX EE 2RO holz, £z, ABEEEHgE X ## (Fig. 1)
Table 1. Laboratory data on admission
Blood chemistry Serum immunoelectrophoresis Urine immunoelectrophoresis

BUN 38 mg/d/ M protein (=) M protein (=)
UA 5.2mg/d/ CBC
Cr 2.49mg/dl WBC 6,100/ ! Arterial blood gas analysis
Na 136 mmol/! RBC 334X IO"/,ul pH 7.351
K 3.7 mmol/l Hb 9.8 g/dl/ PCO, 36.4 mmHg
Cl 108 mmol/! Ht 29.8% PO, 95.2 mmHg
Ca I'l.6mg/dl Pt 33.5X|04/,ul HCO3 19.7 mEq//
P 5.0 mg/d/ Ret 1.0%
Mg 2.2 mg/dl Serological examination
TP 8.0g/d!/ Urinalysis RPR (=)
Alb 4.1g/dl specific gravity 1.015 TPHA (=)
CRP <0.3mg/dl pH 5.0 HBs Ag (=)
T-Bil 0.3 mg/d/ glucose (=) HCV Ab (=)
D-Bil 0.1 mg/dl protein (1+) immune complex (Clg-ELISA)
AST 23U/l Occult blood (2+) 2.9 ug/ml
ALT 20 U/1 RBC | ~4/HPF ANA X 160
LDH 208 U/! WBC | ~4/HPF Anti DNA Ab < X80
ALP 128 U/ epithelium 10~ 19/HPF CH 50 37.8U/ml
yGTP 20U/ hyaline cast 10~19/LPF Cc3 86 mg/d/
CHE 119U/ granular cast > 100/WF Cc4 26 mg/d/
T-Cho 172 mg/dl P-ANCA <I0EU
TG 192 mg/dl Urine chemistry C-ANCA <I0EU
HDL-C 23 mg/dl glucose 0 mg/day RF 94.91U/ml
Alb 56.1 % protein 880 mg/day 1gG 2,463 mg/!
a 2.6% Cr 27.5mg/dl IgA 350 mg/d/
a, 6.4% Ca 23.5mg/d/ IgM 73 mg/d/
¥ej 6.5% Cer 15.2 m//min cryoglobulin (+)
y 28.4% AMG 47,158 ng/ml

NAG 18.3U/1

Ca/Cr 0.85
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Fig.1. Chest X-ray on admission

Table 2. Laboratory data before treatment
Serological examination TSH 3.85 xU/m/
intact-PTH 3.3 pg/ml (0.6~5.5)
(8.5~54.3) FT3 2.3 pg/ml
PTHrP 0.3 pmol/I (2.3~3.7)
(<0.6) FT 4 |.0ng/dl
Calcitonin 50 pg/ml (1.0~1.8)
(<100) SCC 0.9ng/ml
ACTH 33.3 pg/m!/ (<2.0)
(4.4~148.0) NSE 5.6 ng/m/
Cortisol 12.8 ug/dl (<10.0)
(5.5~16.6) CEA |.2ng/ml
Renin 0.35ng/ml/hr (<3.0)
(0.7~2.8) GH | .56 ng/ml
Aldosterone 236 pg/m/ (<5.0)

(40~100)

Fig. 2.
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Chest CT before treatment(a) and 1 month after treatment (b)
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Table. 3 Laboratory data before treatment

ACE 39.91U/1 CD4/CD8 48.0/16.8(=2.8)
(7.7~29.4) (0.6~2.9)

Lysozyme 73.0 ug/ml Tuberculin reaction
(4.2~11.5) (negative)
la 25(0H),D, 33 pg/ml Drug lymphocyte stimulating

(20~60) test

IL-2 receptor 6,970 U/ml bucillamine 132 %
(135~483) (negative)
KL-6 652 U/ml loxoprofen sodium 180 %
(<500) (weakly positive)
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a . HE stain
b . von Kossa stain
¢ . PAS stain
Cr R Ca
(mg/dy  ABE B4R g(ge:,m/sgone (mg/dl)
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25 112
1 11
2 r 110
1.5 ¢ .o 19
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Fig.5. Clinical course
Table 4. Laboratory data 1
month after treatment
ACE 9.51U/!
Lysozyme 10.6 ug/ml
| & 25(0H) ,D; 6 pg/ml
y-globulin 19.9%
IL-2 receptor 472 U/ml
KL-6 367 U/ml
CD4/CD8  42.3/18.6(=2.2)
| . s |
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