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CASE REPORT

Eosinophilic granulomatosis with polyangiitis presenting with
acutepolyneuropathy mimicking Guillain-Barré syndrome: A case report

Jee Seon Kim, June Hong Ahn, Hyun Jung Jin

Department of Internal Medicine, Yeungnam University College of Medicine, Daegu, Korea

Eosinophilic granulomatosis with polyangiitis (EGPA) is a rare systemic vasculitis that commonly affects the peripheral nervous sys-
tem. EGPA rarely presents with acute polyneuropathy resembling Guillain-Barré syndrome (GBS). A 51-year-old female patient with
a history of asthma suddenly developed bilateral lower extremityparesthesia that progressed to asymmetric ascending paralysis
within 10 days of onset. Nerve conduction study results were compatible with acute motor sensory axonal neuropathy, consistent
with a GBS subtype. A clinical and neurophysiological diagnosis of GBS was made, and high-dose intravenous immunoglobulins
were administered. However, the patient’s painful motor weakness persisted. Furthermore, she had newly developed skin lesions
on her back, face, and arms. Her blood test revealed marked eosinophilia (>60%). In addition, antineutrophil cytoplasmic antibod-
ies were reported positive. A Water’s view radiographic image showed bilateral maxillary sinusitis. Considering the history of asthma,
we suspected EGPA-associated polyneuropathy and started steroid treatment. The patient’s strength and eosinophilia improved
rapidly and dramatically. EGPA can mimic GBS and should be differentiated because of different treatment strategies. Early diagno-
sis and prompt treatment help achieve a good outcome. (Allergy Asthma Respir Dis 2018;6:72-76)
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SENSORY NERVE CONDUCTION VELOCITY ° [ SENSORY NERYE CONDUCTION YELOCITY ]
[ | MED]IAN NERVE | ULNAR NERVE | | MEDIAN NERVE | ULNAR NERVE |
LEFT | RIGHT | LEFT | RIGHT | | LEFT | RIGHT | LEFT | RIGHT |
i i | Finger-wrist(F-#)............. 46.3 37.3
A TR S .0 Palicarlt(ba), o
Urist-elbow(W-E). . 59.1 57.6 ¥rist-elbow(¥-E). . -lse. 55.2
Digit I-wrist(]#) Bioe-st S(Eaby 63.8 2.9
Elbow-axi | |a(E-Ax) B4.2 7.9 Ibow- R R : :
Digit I11-paln(111-P ” Digit Ill-palm(1II-P).........
OTOR NERYE CONDUCTION YELOCITY ]
[ MOTOR NERVE CONDUCTION YELOCITY ] Lu
I LEFT | RIGHT | LEFT | RIGHT | |_\EFT | Mem | BT | e )
Terminal latency(TL). . ... 310 > 10 Terminal latency(TL).......... 2.90 2.45
Fowaye 25,85 56,45 s-!ave.i...“.éj .............. ggzo ggo
Wrist-eibow{#-E), . . 60.0 63.6 Aeross the elbou(E) 1] ‘
Across the elbow(E). i Elbow-axilla(E-Ax)............ 58.3 64.6
Elbow-axilla(E-Ax),........... 62.4 68.3 Axilla-Erb’s point(Ax-Erb)....
Axilla-Erb's point(Ax-Erb)....
MOTOR NERYE CONDUCTION YELOCITY
[ MOTOR NERYE CONDUCTION YELOCITY ] ! | PEII-INEAL NERVE | TIBIAL NERVE |
| PERONEAL NERVE | TIBIAL NERVE | | LEFT | RIGHT | LEFT | RIGHT |
| LEFT | RIGHT | LEFT | RIGHT | 7 7 R s 1w v s
erminal latency(TL).......... .
Terminal latency(TL).......... | 35 | 360 | 395 | 4.25 | Fo®ave.........coooveunennnns NP | NP NP NP
F-wave.............. ..l 46.90 | NP | NP | NP | Ankle-knee(A-K)............... 47.3 | NP NP NP
Ank le-knee(A-K) | 458 | 4.2 | 429 | 448 | Fibular head-popliteal fossa.. |
Fibular head-popliteal fossa..| | | | | Horeflex. ..oveeeunneenneennnn. | 33.40 NP
Horeflex..oooevnenieninnennn. | | | 3230 | 32.00]
+ INCHING TECHNIQUE (left ulnar nerve) | LEFT | RIGHT | LEFT | RIGHT |
—g cn ggg nsec gg ny | | | | |
-2 cm .45 msec 4 my
g g: ggg mz:g gg m Proximal Peroneal (motor)...... | I 3.2 | | |
4 cn 6.45 nsec 8.0 nv Proximal Tibial(motor)........ | 30.8 1| 30.1 1 | |
6 cm 6.90 mces 8.0 nv
[ SENSORY NERVE CONDUCTION YELOCITY ]
| SURAL NERVE | SUPF. PERONEAL | [ SBISORY NERVE CONDLCTION VELOCITY ) \emve | SUPF. PERONEAL |
LEFT | RIGHT | LEFT | RIGHT | | LEFT | RIGHT | LEFT | RIGHT |
| 44.4 | 444 | 444 | 459 | | 31.1 | 30.4 | 40.0 | 35.0 |
Skin temperature(3) : | | | I | Skin temperature(3) : | | | | |
(1) Conduction velocities in meters per second. Terminal latency for (1) Conduction velocities in meters per second. Terminal latency for
motor conduction in milliseconds from wrist to muscle or ankle tn motor conduction in milliseconds from wrist to muscle or ankle to
nuscle. F-wave and H-reflex latency in milliseconds. nyscle. F-wave and H-reflex latency in milliseconds.
(2) NP-no potential is present. P-Potential is present. o (2) NP-no potential is present. P-Potential is present. e
(3) Skin temperature will be recorded when it is below 31° C (3) Skin temperature will be recorded when it is below 31° C

Fig. 1. Nerve conduction studies (NCS). (A) Initial NCS showed acute motor-sensory axonal asymmetric polyneuropathy and multifocal absent F-waves. (B) After intra-
venous immunoglobulin treatment, NCS showed progression of axonal neuropathy.
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Table 1. American College of Rheumatology 1990 criteria for diagnosis eosino-
philic granulomatosis with polyangiitis

ACR criteria Case
Asthma Yes (history and PFT)

Eosinaphilia> 10% Yes (eosinophil 66.4%)
Neuropathy Yes (peripheral polyneuropathy)
Pulmonary infiltrates, nonfixed None

Paranasal sinus abnormality

Extravascular eosinophils
(biopsy including vessels)

Yes (maxillary sinusitis, bilateral)

Possible, but not confirmed by
skin biopsy

ACR, American College of Rheumatology; PFT, pulmanary function test.
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