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Table 1 Laboratory findings upon admission
WBC 11,000/uL Anti Jo-1 ab (—) BALF (lt. BY
Eos 3% Anti Sm ab {—) Hemorrhagic flow
Neu 81% Anti SS-A ab < 7U/mL Recovery 93/150 mL
Ly 14% Anti SS-B ab <7 U/mL Total cell count 7.0 % 105/mL
Hb 134 g/dL Anti Scl-70 ab {—) Eos 12%
Plt 39.3%10¢/uL MPO-ANCA 205 EU Neu 18%
PR3-ANCA < 10 EU Ly 15%
TP 81 g/dL Anti GBM ab <10 EU Mo 55%
GOT 24 TU/L Siderophore
GPT 10 1U/L Urinalysis :
LDH 378 TU/L protein {=1
BUN 13 mg/dL occult blood (+/-)
Cr 0.6 mg/dL
CRP 12.5 mg/dL ABG (room air)
pH 745
RF 86 1U/mL PaCO2 36.8 Torr CD4/8 576
ANA 1:80 Pa02 49.3 Torr culture { — ), Pap. class II

Fig. 1
sion (A) and upon admission (B). (A) The bilateral in-
terstitial shadows were dominant in the lower lung
field. (B) The shadows became worse over time.

Chest roentgenogram one month before admis-

Fig. 2 Chest HRCT scan upon admission showing ex-
tensive ground-glass attenuation with traction bron-

chiectasis and honeycombing.
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Fig. 3 Clinical course
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Table 2 Comparison of the summary of Klemmer's cases and reported Japa-

NESE cases

Klemmer. 2003

Japanese case reports
(in¢luding our 3 cases)

Number of patients 20 15

Average age (range) 63 (41 ~ 78) 63 (44 ~ 82)
Sex {male : female) 10:10 7:8
Diagnosis 17MPA, 2WG, 1CSS 15MPA
Ventilator required 9 (45%) 11 (73%)
Renal function failure 14 (70%) 12 (80%)
Day of first plasmapheresis dayl ~5 dayl ~ 30
Number of plasmapheresis 4~9 1~9

m-PSL pulse therapy
CPA therapy
Lung symptom outcome

20 (100%)

pulse: 20 (100%)

all resolved (100%)
Death 1 {pulmonary embolism)

14 (93%)
pulse: 4 (26%), oral: 3 (20%)
10 patients resolved (66%)

7 (3 infection, 2 respiratory
failure, 2 MOF)

MPA: microscopic polyangiitis, WG: Wegener's granulomatosis, CSS: Churg-Strauss syn-
dorome, m-PSL: methylprednisolone, CPA: cyclophosphamide, MOF: multiple organ fail-

ure

Fig. 4 Chest roentgenogram and HRCT at discharge.
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Abstract

A case of ANCA-associated vasculitis with diffuse alveolar hemorrhage successfully treated by
plasmapheresis

Masanori Azuma", Shin Sasaki”, Yoshiro Mochiduki”, Yasuharu Nakahara”,
Tetsuji Kawamura”, Chihiro Nishio", Hiroaki Tukamoto”,
Tetsuichiro Mayumi” and Hisashi Isobe”

"Department of Internal Medicine.

“Intensive Care Unit, National Hospital Organization Himeji Medical Center

A 65-year-old man was admitted due to rapidly progressing dyspnea experienced over a 3-day period. Chest
radiography and computed tomography conducted upon admission showed diffuse bilateral interstitial infiltrate.
Bronchoalveolar lavage fluid contained blood and siderophores, which suggested pulmonary alveolar hemorrhage.
Laboratory data showed that the serum MPO-ANCA level was elevated, and so ANCA-associated pulmonary
hemorrhage was diagnosed. Although aggressive immunosuppressive agents were administered, including ster-
oids and cyclophosphamides, the patient’s condition worsened. Plasmapheresis using fresh frozen plasma was per-
formed on day 5, after which his symptoms improved dramatically. Plasmapheresis was done 6 times, and the pul-
monary lesions resolved. The patient was discharged 6 months later. This case report suggests that plasmaphere-
sis may be an effective treatment for ANCA-associated vasculitis with diffuse alveolar hemorrhage that is resis-

tant to aggressive immunosuppressive therapy.



