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T EEER I 2 381 4 VE R ZFIEJE (eosinophilic granulomatosis
with polyangiitis; EGPA) 1Z, A& MiER 7 LIV F—1EH%,
IFERERIEINASEAT L, &5 T2 OME SRR E 25 5 5RIE
ThsY. MRROEIHEE LTI, SRR E, &
DRWEFEREDL , HIRMERPEEINL Z LIIHTH
5PV et SHRVEHAMEREE CREL, Rk, ik
WL L O\ CABETERE R AT I % 72 L 72 EGPA % #85k L
7. EGPA Tl % & 723 2 L 13D THRTH Y, SCHAY
FEL L HIIHET 5.
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JEBD 42 7%, ot

TR AR AR O A T IR o

BEARE - AL ) 7 P E—MEE %, 39 M & D RAE A
ATERE B L, BREZ L. EOMERIEIH R L
HREE £ 2016 4 3 HEIZETHO LUONEEZHEL, #r
HCHTESLTWFRIC D FED L ONENILD 572, 12
A, RBEEMICYEHIS LRIHDOABE L 2572 ARERE, U
RGO E L OTUK, W F BRI B O FH )7
AN 4 LAOVORIMET % 386 7z, AR S s g )

JLHE L, ZOMIZIER T, WAKGHZEME?ZZ 572 CRP I
0.1 mg/dl & ZAERT X 7% <, FIIMLER 6,880/, I EREREL 929/10
(13.5%) & BRE O IFEEERNE N % 72 72, BUN 16.4 mg/dl, Cre
0.67mg/dl TH - 7278, A TIIREN (1+), #il 1+) T
Horz. g6l 1,514 mg/dl & 1EH 7257275, IgG4 HF 273 mg/dl
EEEEMTH Y, IgE 380 [U/ml, RF 451U0/ml & A% 728
7. PiMiHifk, MPO-ANCA, PR3-ANCA, #iSS-A#ufk, #i
SS-B Bk tE72 o 72, Rt <lt, MR EH O LA
EERD %o 7z JELCT T, b lkirg % 58072,
TP B RR AT T B R DAE R 75 34.8 m/s, FRIEAS
5711 pV EACH L, W EIBEIE AL O sensory nerve action potential
(SNAP) 3B SN ho 72, FEBEIEARE X 0 e & AT
W, Ao~ rsa T =Tk YNEROREIIR SN L0
DIE PN FE OBEFE % 1 9 14 £ Ot JIEH S 2 Tl e o
7o, IPERERIG L SRR T, SEATRLD BEMET, JERLEET
BB L OIHERETRBBIZ L L7z 20174 1 HED S
TP R ERELAT 3,000/ FREE & 28U L, RIEKISO 15
EFJR, MR, MKEFE %7807, HE, MPO-ANCA, PR3-
ANCA ##2H L724%, Wbl -7 4 Apig, 225k
DFEHREE LGOS X7 L, KEHI 2 HHOAREE
oz,

B ELE | I 170/48 mmHg, Wk 170/ 45, i 37.7°C.
BERERT R e h o 72, AES29121E, Japan Coma Scale (JCS)
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Fig. 1 Brain CT axial findings on admission (April 2017).
Brain CT shows the large left lobular subcortical hemorrhage in the parietal and occipital lobes.

Fig. 2 Brain MRI findings on admission (April 2017).
T,*-weighted axial image (1.5 T, TR 800 ms, TE 25 ms) shows multiple micro bleeds in the bilateral cerebral and cerebellar hemispheres (A).
Diffusion-weighted magnetic image shows multiple bilateral infarctions in the cerebral cortex and the watershed zones (B).
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MAHT R, CRP 1% 1.47 mg/dl ©, FIIMERE 13,740/, 1%
Ik 4,246/ (30.9%) LIFEREROZFR RGN % D72, BUN
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Fig. 3 Clinical course.

The immunosuppressive therapy with mPSL, followed by oral predonisolone started after admission, and eosinophil count and CRP were

immediately generalized. Then IVCYP and oral azathioprine were added. The neurological conditions gradually improved with no relapse even

after the predonisolone dosage was decreased. mPSL; methyl-predonisolone pulse therapy, IVCYP; intravenous cyclophosphamide pulse therapy.
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Table 1 Reported cases of subcortical hemorrhage with EGPA (eosinophilic granulomatosis with polyangiitis).
Cases Age/ Eosinophil ANCA Angiography ~ Hypertension Neuropathy .Pulmonary Treatment Outcome
[reference] Sex count involvement

Liou et al, 27/F 4,274/ul MPO-ANCA not executed + + + mPSL, PSL, CYP remission
1997 [5]
Tyvaert et al, 47/F 5,600/ MPO-ANCA vasculitis - + - mPSL, PSL, CYP not reported
2004 [6]
Mishra et al, 45/M 14,600/ normal + + - PSL, CYP improvement
2007 [7]
Halliday et al, 43/M 13,700/l not reported not executed + + + mPSL, PSL, CYP improvement
2012 [8]
Murthy et al, 58/M  25% of WBC  not reported not executed + - + mPSL, PSL, IVCYP, CYP remission
2013 [9]
Ullah et al, 57/M 6,500/l MPO-ANCA not executed + + - mPSL, PSL, CYP remission
2016 [10]
This case 41/F 4,246/ul not executed + + + mPSL, PSL, IVCYP, CYP remission

M = male; F = female; mPSL = methyl-predonisolone pulse therapy; PSL= predonisolone; CYP = cyclophosphamide; IVCYP = intravenous

cyclophosphamide pulse therapy.
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Abstract

A case of multiple cerebral hemorrhage caused by sudden increase of eosinophil
in a patient with eosinophilic granulomatosis with polyangiitis

Yumi Yamada, M.D."”, Shoichiro Ando, M.D.", Yoshitaka Umeda, M.D.",
Maiko Umeda, M.D.”, Mutsuo Oyake, M.D., Ph.D.” and Nobuya Fujita, M.D., Ph.D.”

YDepartment of Neurology, Nagaoka Red Cross Hospital

A 42-year-old woman with bronchial asthma was admitted to our hospital due to sensory dominant mononeuritis
multiplex lasting for more than 6 months. At that time, her eosinophil count was 761/w and her sural nerve biopsy
showed no findings suggestive of vasculitis. Four months later, she experienced sudden convulsions and right
hemiparesis due to left lobular parietal subcortical hemorrhage, when her eosinophil count was elevated to 3,257/u.
Numerous microbleeds and small infarctions were also detected in the intracerebral areas of different regions with MRI.
Eosinophilic granulomatosis with polyangiitis (EGPA) is a systemic necrotizing vasculitis of the small vessels, commonly
affecting the peripheral nerves. Subarachnoid hemorrhage in patients with EGPA is extremely rare. Steep elevation of
the eosinophil count may release certain cytokines, causing cerebral hemorrhage.

(Rinsho Shinkeigaku (Clin Neurol) 2018;58:565-569)
Key words: eosinophilic granulomatosis with polyangiitis, eosinophilia, multiple cerebral hemorrhage, multiple cerebral
infarction




