HIFWEE 10 (2), 2021

@i #l

T AN i OFEAIIAE U 722 F8 15 91 A 3 E o 1451

ki B mL Ma k& Ree
el W Wk EED O kE Ame

EE EFII84AFBM. T AN MiDFEHEH, BWEBCT CEAITECHAEZICTIHI AR EHE S /-#
Ei% (halosign) Z5® 7. BREIMAREE T IMBEEOFHIRRES JOBERHOWIRGEZRD .
MPO-ANCAZHTH V), SHIMERMNZFIELE (granulomatosis with polyangiitis : GPA) E2HL. 7
ANZ MHICGPAZRIEL 1-3fE 13 <, BEBBEELANCAEL B LIUMBERRELOBEEEEZISD X

THRELEMLEZEZSNE.

F—T—F: T7ANZ M, $ROERENFEE, BEEMRE
IIANIF XD —EhRiFhERARE R G
Asbestosis, Granulomatosis with polyangiitis (GPA), Interstitial lung disease,
Myeloperoxidase anti-neutrophil cytoplasmic antibody (MPO-ANCA)

*

(]

YUl ERAINILEHU/A (anti-neutrophil cytoplasmic an-

tibody : ANCA) BN %1%, REEAGEROLEI R
WRTE A SRS U WIS AL DSR4 T
BIEIIE ANCADBHICHEE L Twb & by, Hiflli,

TN I= A, 7AXRZ MEOREAIZEAE L 72 my-

eloperoxidase (MPO)-ANCA B M4 S DGR &
NTWRY 4, 7 AR Milio®eEFIZ LT
PR IEIERE (granulomatosis with polyangiitis : GPA)
ZIIE L 72 1B 2 REBR L 72D CTHS T 5.

E Bl

B 84k, Bk

FiR R IR

PEALIE - 42 Bl (Hiiasl), 77 SUER
(WALBERREIE T e R BEAly) - SEIRAE 98 (NBLEERSAT
PRI N L — Dk - WBBERFLBURTE SV — > Jkakify
2 &0 IR R A RR D).

FWIE 1 RHOF  HIWE, 2/ H % HEIRIA.

JARSG a0 B

T 589-8511  KBRHF R Bbske 111 T K B 3R 3772
AR R FIRIE S - 7 LV E—NE

DN 37 AR A R AT 3 T Y B L T R
(E-mail: nishiyama_o®@yahoo.co.jp)

(Received 18 Jul 2020/ Accepted 24 Nov 2020)

BRIJEE © MR & 7 NT 5 20~T95%, 204/ H x594E.
X & 83 5 79 5% DUk f.

TSR © 2SRRI ISEE X 7 F v A (25~687%).

FRIEIEE © 72 L.

HRIE : 20XX 442 AP S SFTT AXRA Miio#F
BB ZZIT Tz, 20XX - 34EREMmEYE 2+) B
XO'MPO-ANCA® E5 (210U/mL) #f&fshs. &
i PRE R AR AT BE S 72 AVl W] e 2 SR A3 72 < e
TCET, DBEBERARCRBBIZE 2o 72 20XX4E
11 A & 9 37~38C DFsE & B MAS I BL L, B
Bl XGRS TP I B 72 iRl 2 3D 72729,
WEEMTAR L 2o 7.

ABeE &R L : B 1602cm, KES505kg, BMI
19.68kg/m? 1KiL36.8C, I 114/60mmHg, NR¥H 88/
57, SpO:2 (FBINE) 94%, MHRE18/4. R&kiEW, IR
Wk 2 U, ARERASIE I GeZe L. RAEY > il
3, W PR HENC fine crackles # BEHL. LEE, D
MEEEINCE S, PEERERR, HRERRD 9T, TR
Foll

AR A AT WL (Table 1) @ MPO-ANCAPRE (264U/
mL). ZOMo HCHERIEEED . Pa0:2 726 Torr (£
A) ARSI & 7R 7.

WA X MG E (Fig. 1) @ BEEOL MBEEE, 7o
7 —2, W FioMIREITMZ, 27z 7
BHEE DT

B CT (Fig. 2) : BEAF O mMEALE, ALK~ 7 —
7, W FEEEMORED ARG SZILR & IS IS, W



7 ANRA M EPEL72GPAD 161

179

Table 1 Laboratory findings on admission
Hematology Serology Blood gas analysis (room air)
RBC 3.35x10°/ul CRP 9.125mg/dL pH 7.449
Hb 104 g/dL KL-6 524 U/mL PaCO: 354 Torr
Ht 32.2% BNP 799pg/mL Pa0: 72.6 Torr
Plt 51.7x10*/uL HCOs™ 24.0 mmol/L
WBC 9,460 /uL Coagulation BE 0.3mmol/L
Neut 75.9 % PT 129sec
Eosi 1.6 % PT% 69.7 % Urinalysis
Lympho 124 % PT-INR 1.18 Specific gravity 1.015
Mono 95 % APTT 26.9sec pH 55
Baso 0.6 % APTT-control 29.5sec Protein 2+
FDP 10.3ug/mL Glucose (=)
Biochemistry D-dimer 31ug/mL Blood 3+
T-bil 0.3mg/dL AT-III 93 % Urobilinogen normal
ALP 358 U/L Bilirubin (=)
Glu 103mg/dL Autoantibody RBC 20-29 /HPF
AST 39U/L RF 8IU/mL WBC 5-9 /HPF
ALT 22U0/L Antinuclear ab
LDH 232U/L (quantification) <40mg/dL
CPK 77U/L Anti-Jo-1 ab (=)
Cr 1.60mg/dL PR3-ANCA <10U/mL
TP 70g/dL MPO-ANCA 264U/mL
Alb 31g/dL Anti-CCP ab 02U/mL
BUN 21 mg/dL Anti-ARS ab <5.0
Na 139 mmol/L Anti-MDA ab 8
K 4.3mmol/L
Cl 103 mmol/L
Ca 9.2mg/dL

Fig. 1

Chest X-ray image at admission shows newly

developed infiltrate in the left middle lung with exist-
ing right pleural thickening, left pleural plaque, and
reticular shadowing in the bilateral basal lung.
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Fig. 2 Chest computed tomography (CT) images at admission (A, B: CT at the
level of segments 6, C, D: CT at the level of basal lungs) show bilateral pleural
thickening and left pleural plaques (arrowheads). Reticular shadows in the bi-
lateral basal lungs are also seen (thin arrows). In addition, newly developed
nodules with surrounding ground-glass opacity (halo sign) are observed in the
bilateral lower lobes (thick arrows).

Fig. 3 The lung biopsy specimen shows numerous neutrophil infiltrates in pulmonary vessels
and destruction of elastic fibers in the vessels (arrows) [A: Hematoxylin-eosin (HE) staining,
original magnification X 20, B: Elastica van Gieson (EvG) staining, original magnification X
20]. Intraluminal fibrins are also seen (arrow) (C: HE staining, original magnification x 20). An
asbestos body is observed (arrow) (D: EvG staining, original magnification x 40).
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A case of granulomatosis with polyangiitis coinciding with asbestosis

Ken Shirahase? Osamu Nishiyvama?, Takashi Oomori?,
Sho Saeki? Shigeki Shimizu” and Yuji Tohda?
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An 84-year-old man with asbestosis presented with newly developed infiltrates in bilateral lower lobes that

were superimposed on existing shadows of asbestosis on his chest computed tomography (CT). Histological find-

ings of lung specimens that were obtained from the new infiltrates with transbronchial forceps showed that neu-

trophil infiltration was destroying pulmonary vessels, indicating vasculitis. With myeloperoxidase anti-neutrophil
cytoplasmic antibody (MPO-ANCA) positivity, he was diagnosed with granulomatosis with polyangiitis (GPA).
The patient is, to our knowledge, the first reported coincident case of asbestosis and GPA, indicating significant
relationships among pneumoconiosis, ANCA production, and vasculitis.



