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A Case of Seronegative Rheumatoid Arthritis with
Idiopathic Hypereosinophilic Syndrome

Jung Hyeon Choi, M.D., Jae Wook Jung, M.D., Hyun Ju Song, M.D.,
Kyoung Eun Song, M.D., Jeong Hee Choi, M.D., Yu Jin Suh, M.D,,
Hae Sim Park, M.D., Chang Hee Suh, M.D.

Allergy-Rheumatology, Department of Internal Medicine,
Ajou University School of Medicine, Suwon, Korea

The idiopathic hypereosinophilic syndrome (HES) is a disorder marked by the sustained
overproduction of eosinophils. The disease is characterized by damage of multiple organ
including heart, nerve system, skin and lung due to eosinophilic infiltration and the diagnosis
is one of exclusion. Rheumatologic manifestations of HES are infrequent. In about 10~40% of
rheumatoid arthritis (RA) patients, persistent eosinophilia is observed. That can be due to the
RA itself and is often associated with active disease and extra-articular features. Sometimes,
it is attributed to the drug therapy, especially gold and penicillamine. We would like to report
a 37-year-old female patient with HES who developed seronegative RA 2 years later.

Key Words: Idiopathic hypereosinophilic syndrome, Seronegative rheumatoid arthritis
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Fig. 1. The plain X-ray of both hands shows multiple
marginal erosions in ulnar aspect of 2nd to 5th
metacarpophalangeal head portion in both hands,
and also erosions in medial aspect of left 2nd to
4th and right 3rd and 4th proximal phalangeal
bones. Another marginal erosions in medial
aspect of middle phalangeal bone head portion in
2nd to 5th fingers. Joint swelling is also seen in
PIP joints and MCP joints, too.
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Fig. 2. Whole body bone scan reveals multiple arthritis
at hands, wrists, elbows, shoulders, hips, knees,
ankles and feet as well as C-spine.
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Fig. 3. A. Microscopic finding shows superficial perivenular lymphocytic infiltrate with eosinophils and mild edema
in the upper dermis (H&E stain, x100). B. Microscopic feature shows marked papillary synovial hyperplasia
with lymphoplasma cells, eosinophil infiltration, sclerosis and moderate fatty ingrowth in the synovium (H&E
stain, %100).

Table 1. The change of laboratory finding

Date 2001. 9 2001. 12 2002. 2 2002. 3 2002. 7
Treatment Before of Start of After 2 month of After 3 month of After 7 month of
DMARD DMARD DMARD DMARD DMARD

MTX) MTX 7.5 mg) MTX 15 mg+ (MTX 17.5 mg+ MTX 20 mg+
HCQ 400 mg) HCQ 400 mg) HCQ 400 mg)

Hct, % 319 335 29.6 335 334
Platelet, /mm’ 525,000 446,000 386,000 404,000 430,000
WBC, /mm’ 13,080 16,310 13,860 16,690 15,150
Eosinopil, % 46.8 46.3 38.2 49 50.1
Eosinopil count, /mm’ 6121 7552 5295 8178 7600
ESR, mm/hr 70 61 73 69 41
CRP, mg/L 1.8 1.6 4.5 43 1.6

DMARD: disease modifying antirheumatic drug, HCQ: hydroxychloroquine, MTX: methotrexate
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