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A Case of Hypereosinophilic Syndrome Showing Mononeuritis Multiplex
‘ with Muscular Involvement
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A 63 year-old man had been suffering from frequent attacks of paroxysmal tachycardia and
asthma for the last 9 months, Numbness and weakness in the lower legs had rapidly progressed
for two weeks before admission., On physical examination, there were slight fever, tachycardia
{atrial flutter) and pedal edema. Neurological examination showed asymmetrical motor and sensory
disturbances of the distal parts of the limbs with pain of muscles by grasping, especially in the
lower limbs. Deep tendon reflexes were lost in both ankles, but were overactive in other parts.
Laboratory studies revealed marked eosinophilia (15,000/cmm), increased ESR and elevated values
of transaminase, CK and IgE. CRP reaction and RA test were positive and serum immune comlex
was moderately increased. There was severe axonal degeneration, but no findings of angitis or
granuloma formations in the sural nerve biopsy. Muscle biopsy of the gastrocnemius revealed
denervated atrophy with interstitial edema and eosinophilic infiltration aroud the small vessels.
Administration of prednisolone improved the patient’s neurclogical disabilities.

The hypereosinophilic syndrome frequently injures peripheral nerves, resulting in mononeu-
ritis multiplex, but the involvement of muscles has been little known, which makes the present
case a rare. one. Shinshu Med. J., 38 :249—257, 1985 :
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1) M¥RT R BUN 11 mg/dl
ESR 96 mm/hr Cr 0.9 mg/dl
RBC 41777 /cmm Na 138 mEq/L
Hb 12.7g/dl K 4,2 mEq/L
WBC 14, 400/cmm Fe 105 pg/dl
band % £ I - R
seg 17 % CRP +
eosinophil 72 % RA o
basophil 0% RAHA 3204
monocyte 2% REr T Y
lymphocyte 8% IgG 2,646 mg/dl
Plt 36.877/cmm IgA 247 mg/dl
Fibrinogen 291 mg/dl IgM 197 mg/dl
PT 11.1 mg/dl IgE 1,243 Uyml
APTT 30.1 mg/dl CHip 15.9 U/ml
9) Bl eSS (Clg assay) 7.30,ug/ml
B A 4.7%/cmm Tl 60 %
ELRGEREK 25/cmm Bﬁmﬂﬁ! 3%
myeloblast 7.2 % ERTGBULIG
neutrophil 47.3 % PHA 216 cpm
promyel 7.2 9% Con-A 591 cpm
myel 8.19 OKT4/OKT 8 1.05
meta 9.2 9% YAy ) VR (=3
band 12.4 % 5) BHWRTR
seg 8.4 % 1w E 120 mmH,0
eosinophil 21.4 % il 13/3 (N7, Leé)
basophil 0.6 % = A 50 mg/dl
lymphoblast 4.5 % bt 44 mg/dl
monocyte 1.7 % bAliNiuRd class I
plasma cell 0.6 % 6) ol
erythroblast 14.6 % NAP score 215
G/E ratio 5.7:1 rate 81 %
3) AL Vit. Bi 1,028 (pg/ml)
TP 7.1g/dl Phy Jutatk =2
alb 43.7 % AFP 3.45 ng/ml
glb @ 429 CEA 2.50 ng/ml
i 0.7 % CA19-9 7 U/ml
8 11.3 9% prostate ACP 0.6 KAU
r 29.8 % 7) SRR R
GOT 66 TU/L EMG : & fifiic & At ir
GPT 77 1U/L MCYV : 1t ulner 57.7 m/sec
r-GTP 255 IU/L It tibial . 42.9 m/sec
ALP 353 IU/L SCV : 1t ulner FEAL 50.0 m/sec
LDH 418 1U/L WAL 66,2 m/sec
CK (MM 94%) 595 IU/L It tibial no response

254

EMESE Vol 33



A% - W4 A B L hypereosinophilic syndrome

w2 I OK & B %

prednisolone (mg,” )

T B & A

zﬁz%ﬂgﬁﬁﬁ%ﬂﬁ%mﬂ@%ﬁWMﬂnm'

50
40 .
///4/‘ 3025 oy
Yithitmn

W& B

ﬂﬂﬂﬁzzz&Z%%ZZZWWWWﬁmnm

T e

M ET
v A A
g B D
WBC 5, 400 11,700 12,400 20, 800 6,100 7,000
eosinophil 1,300 6,300 7,200 15, 000 120 140
GOT 20 52 64 29 23
GPT 17 51 82 81 58
ALP 121 576 332 108 90

(*18~86) * sk ot o
CK (wirggans) 59% 559 595 37 20
CIC(<(8.0Clqug/ml) 7.3 10.3 1.5 -0
CHio (30~40U/ml) 25.5 15.9 26 35.6
IgE (<400U/ml) 1243.3  1262.1 199.5

1 { | | 1
7H  8H  9H 107 1A
MHERECKE, *YERECKME, () XEWEE

R4 wBL, 5 95HE i |amEk 20,8007
cmm, JFEEBREL 15,000/cmm 3 Uiz, OERENR
LEEI5 BB SUERMMEr 2 1Ty, EHIeRA X b
prednisolone 50mg/H OEARELPIB LI, #
G LEMC LRoRERESIMEAL, WTROMRIL
s b W oIRIBRE IR L, KMo B miRkEk, TR
BB EDREREMS e ERLLE (E2).
Prednisolone 25mg/H VR LA 55455 FI B,
T IR BRI A& L, DER TR
BIRER L Lo b it bF LRI ERE T,
KT b, IDERERE S F s L (B
1-B),

£ =

AN CEM RS LD D, BB L
B P CHE T O IFIRIRIE B % ¥ T TR RS T
VA —RE, BEEBIEEShk, ¥17 497
N7 TR RN, HERIRT AN Y T 4 AT 2 2

No. 3, 1985

—iEM LM E 2 3V B OEMER T, KMl
LB O BRFEA & S CHIMARIEE Rich o7
kXD IFMERES 24 5 BB IR R L FER
i, b, RN, FEBHEETLHEG, ok
Brske R IRA IS © 7 v — ik PFERk:
M KA FEHLEDTMRD A bhicvo b, 19684
Hardy & AndersonD 2R L7 HES offibw 5
CABSLDEEL bR,

HES iR S askis ot s L, ¢k Lo-
fler 5, FEAERM:AME, Lofler M OPIEL,
IR IFEARRMEBEURE 7o & &R € 2o BT Y
AET AR TH B, 19754 Chusid B2 1E3CHM &
HERGILAGIOREN /SR X v, HES OBMilksE: L
COFMIM T 1,500/cmm Ll LRI 6 » B
DLERET s & (67 AUAORECD X5 TLE
i), @F4LES, 7vaF¥F—E Bk oEMmOFHR
Wina T RBNAEEEINRA 2 &, OFHORRE
o Tnwbo L, RBFTG3,

255



YL L - R o KOFD - WoE - YR EE - SR - MR - TS

KAEDIFIREE & LTy, O, T, REOREN
B EmbhCngd, =0, KA TCIREERTH B
MEROBE 0N, KB, WREE LTo%ES
RN, OEMB AL ORE, BNEEELRS
MR RBERESAERE L, =05 bORERB LT,
3% HES TOLEHIEER LRomERR<D, ¥
feABloLFEfcd HES iR Rt bh
oz, LvL, BIRER? BART, FIEQHELE
LA FHIBEIEOFESH L, MRARBIIIAREIR
ERCIEDIME T H o o, BrflE) 7 SO predniso-
lone AR DOH, HiAKKEL FILLCHREOEHRY
il & X b, AP OLEREFREEL HES © 1R
L s b, FRARETE LT LITREOFHSER
SRR, MRS L FIBRRR 7Y Y Vills
LOFRE~BELCWARDHERERTVWED, L
2L, BIEHRERER LS AN b, AR
W, ABICRES b PR RS R &
LEBEIRAOE Ao RIEREOBEBI LT, X
W, I, JEERIREES T EANER ORISR LT - T
B3, TRERE46M B HC i P RRER 0B L L B
JEERIEE P COIRBERENE & MR L iz, Lichio
T, APIOIRTEHINCE LT b IBREE A g g
1# 2 e HES © 1 EMRETH 5 LN S hi,

HES CR SIS MRER OFBCE L Tix, 23~
64% L HEHFIT X DERD D DD, L OFHEIALILE
IR &R RN s D, fERDHE
DT AL THD, UFA RO RNFHE CX5E
A+ REAIESRERE A B, WRAE o YR P I RS
TS EHEN A h B RETRUMRIEREIN & o4 T
HHH-D, —JF, RMHMEREC B L Tk, &,
Dorfman 55, PMESLD, FELD L b 5 AOFHM
BRENE IR T3, ZO 54 & SR, &
Bl & TR v T 5 0 2 EAL C IR PR REIR o0 FEHIRFIL,
5%, BECSHIGEGRS D, SFEEHNEI O
BER LTV, £REEMERI— BT aS e
BWHEC L O IBET S 2 L8 T, FREORM
PR O TR R O SRR A 381 B & 460’
HE S ks, RR O 5 Flo PR APk B Hd T
EROFRIIE BRI T WG, & o ARGl
W RTY, HRANESRMENE L A EHETBIEED
WS D B b o BT, mEFHKORTRILFRD
bhociroic, Thic, REICHEETRERL, £
WREE N 2T, A ofER, ¥ CK ok
A, Mt b msg B g s & T B AL~ DIFERER

256

DOREe L OW B EMRENRD bhic L TH 2D,
TR 2 MR E O & DO AL Dorfman 55
D 2 FIS Rz Blaw3, & OfFZEL eosino-
philic polymyositis &I T & EBIOAD L 0
REILEEE 715, $E3K eosinophilic polymyositis
ELTHEIRTY 54 Ofl%, HES CHIRTHS
SHEREHTHWEZ L b, BEILZ ORBON
SR B 2 ek, HES o—[BERE & LTI
TRTWBID,

Bk, HES ki) 5 BREEFoBF LTS
IB, ARETE, BRI RE AR LT 5 IE
REDIEIE, [FHERE S ORI TR &
o Cnb, Tichb, FHROBNICEEhsA
S SRR & LT, basic major protein
(BMP), eosinophil cationic protein (ECP) 7/ &
29EH Xh, R SRR S h ISR &
L7 DEMFEEERTERE IR T W01, AHTh,
SERAREC AF O TR bhd, MREER
b RERR L, B & ARARE O £/
I AR HERSRCFBROBER D - £ &
Y, MAEERREE X D i U A TR X B E B ARk
ErE L bhic,

%o IgE (MIFEEERERT (ECF-A) 04Wa{R
L, ARy B BT 2 L83 Mbh Tl h10),
b, MO REEA MR O ORI 28
HET B ERMBRTNBID, LichioT, FACR
Shte, B IgE IME, miaERAeEEin RO
B CIFERRRIC X B LRI L 0 Lo et 5 B,
¥RV v~ RV Bkchy, B 1gG ME, fk
PESREREOE T B b Bz & LY, REOFWHRICH
SR oS R R, KTl LELCE
TR L CRETERSIAO LT, TofhoJEH
B, Fivd e 2 e 7 ) viifkkanakT
Boteid, FEOKEE LT OREDRERECHEL
TRSHEOMHEETB LEbhi,

T & B

SRS LTS L, BRGA~OITEROBRH,
MrhOEEE Ak e IgE OFE{E% - 7= hypereosi-
nophilic syndrome (HES) o 1 %R Lic, &
BICIIfhRE 2 iRl & 3 B RS &, BIED
IFEARR OB E 2L 5 WRENEH L TR D, MELD
FrREERD b, BER X EREEOBF L LT
TR A B X B RS E 2 bRk,

BMEEE Vol 33



5

e « YAE4 B L7 hypereosinophilic syndrome

X fik

1) Hardy, W.R. and Ander son, R.F. : The hypereosinophilic syndromes. Ann Intern Med, 68:
1220-1229, 1968

2) Chusid, M,]J., Dale, D.C., West, B.C. and Wolff, S.M. : The hypereosinophilic syndrome.
Analysis of fourteen cases with review of the literature. Medicine (Baltimore), 54 : 1-27, 1975

3) Fauci, A.S., Harley, J.B., Roberts, W.C., Ferrans, V.J., Gralnick, H.R. and Bjorson,
B.H. : The idiopathic hypereosinophilic syndrome. Ann Intern Med, 97:78-92, 1982

4) Spry, C.].F.: Eosinophilia and hypereosinophilic syndromes, Trans R Soc Trop Med Hyg,
74 (suppl) : 3-6, 1980

5) Dorfman, L.J., Ransom, B.R., Forno, L.S. and Kelts, A.:Neuropathy in the hypereosino-
philic syndrome. Muscle Nerve, 6, 1 291-298, 1983

6) Engfelt, B. and Zetterstrém, R. : Disseminated eosinophilic collagen disease. Act Med Scand,
1: 337-353, 1956

7) Parrillo, J.E., Borer, J.S., Henry, W.L., Wolff, S. M. and Fauci, A.S.: The cardiovascular
manifestations of the hypereosinophilic syndrome. Prospective study of 26 patients with review
of the literature. Am J Med, 67 :572-582, 1979

8) /MNEREAE, WUFM—, W B, WL, PRI RRGMERE Y B U AR I B O 141,
e RE, 8:80-83, 1978

9 I R, FEBE, DRBE=E HRER, HEBEZET @ SRAMMRREE A RV R S & s BB R L
TR RMEBER O 1 fl. K%, 23: 991-997, 1983

10) Stark, R.J.: Eosinophilic polymyositis. Arch Neurol, 36:721-722, 1979

11) Agrawal, B.L. and Giesen, P.C.: Eosinophilic myositis. An unusual cause of pseudotumor
and eosinophilia. JAMA, 246:70-71, 1981

12) Sladek, G.D., Vasey, F.B., Sieger, B., Behnke, D.A., Germain, B.F. and Espinoza, L.R.:
Relapsing eosinophilic myositis. J Rheumatol, 10 : 467-470, 1983

13) Hudgson, P. and Walton, J.N. : Polymyositis and other inflammatory myopathies. In : Vinken,
P.J. and Bruyn, G.W. (ed.), Diseases of Muscle, Part II : Handbook of Clinical Neurology, Vol,
41, pp.51-83, North-Holland Pub. Co., Amsterdam, New York, Oxford, 1979

14) Gleich, G.]., Frigas, E., Loegering, D.A., Wasson, D.L. and Steinmiiller, D, : Cytotoxic prop-
erties of the eosinophil major basic protein. J Immunol, 123 : 2925-2927, 1979

15) Butterworth, A.E. and David, J.R. : Eosinophil function, N Engl J Med, 304 : 154—156. 1981

16) Kay, A.B. and Austen, K.F. ! The IgE-mediated release of an eosinophil leukocyte chemotac-
tic factor from human lung. J Immunol, 107 : 889-902, 1971

17) Tai, P,C. : Interaction of eosinophils, immunoglobulin and complement. Trans R Soc Trop
Med Hyg, 74 (suppl): 19-22, 1980 ‘ ‘

(59. 12. 18 =/

No, 3, 1985 257



