Intern Med 51: 799-802, 2012 DOI: 10.2169/internalmedicine.51.6566

Rheumatol Rep 10: 333-340, 2008.

. Schmidt WA, Wetzel W, Friedlinder R, et al. Clinical and sero-
logical aspects of patients with anti-Jo-1 antibodies - an evolving
spectrum of disease manifestations. Clin Rheumatol 19: 371377,
2000.

. Miller T, Al-Lozi MT, Lopate G, Pestronk A. Myopathy with anti-
bodies to the signal recognition particle: clinical and pathological
features. J Neurol Neurosurg Psychiatry 73: 420-428, 2002.

. Vincze M, Molnar PA, Tumpek J, et al. An unusual association:
anti-Jo-1 and anti-SRP antibodies in the serum of a patient with
polymyositis. Clin Rheumatol 29: 811-814, 2010,

. Emslie-Smith AM, Arahata K, Engel AG. Major histocompatibility
complex class I antigen expression, immunolocalization of inter-
feron subtypes, and T cell-mediated cytotoxicity in myopathies.
Hum Pathol 20: 224-231, 1989.

. Emslie-Smith AM, Engel AG. Necrotizing myopathy with pip-
estem capillaries, microvascular deposition of the complement
membrane attack complex (MAC), and minimal cellular infiltra-

10.

tion. Neurology 41: 936-939, 1991.

. Véncsa A, Gergely L, Ponyi A, et al. Myositis-specific and

myositis-associated antibodies in overlap myositis in comparison
to primary dermatopolymyositis: Relevance for clinical classifica-
tion: retrospective study of 169 patients. Joint Bone Spine 77:
125-130, 2010.

. Leff RL, Burgess SH, Miller FW, et al. Distinct seasonal patterns

in the onset of adult idiopathic inflammatory myopathy in patients
with anti-Jo-1 and anti-signal recognition particle autoantibodies.
Arthritis Rheum 34: 1391-1396, 1991.

. Takada T, Hirakata M, Suwa A, et al. Clinical and histopathologi-

cal features of myopathies in Japanese patients with anti-SRP
antoantibodies. Mod Rheumatol 19: 156-164, 2009.

Miyata M, Fukaya E, Takagi T, et al. Two patients with poly-
myositis and dermatomyositis complicated with massive pleural
effusion. Intern Med 37: 1058-1063, 1998.

@© 2012 The Japanese Society of Internal Medicine
http://www.naika.orjp/imindex. html

—234-



M AAEK FWEEIERPHSU—~X No.20 (2012 4 12 A 20 HR1T) 3R

TR A T RE IR T (58 2 )

—Sml - IR, BB - B OES—

Xit Z4VJ)-LF

g R

EIAE

=

—235—




588
Xil} 4V J— ALK

47 2%

Danon disease

Key words : ¥/ »#%5, HCRARZER, 4V VLMY /%7 2E)
(LAMP-2), BOARZRES T/ 37—, BAEOHE

1. 8 = E

Z2IMBE

2. & e ]

¥ J % (MIM#300257, Danon disease, LAMP
-2 deficiency) {2, 1981 4E Danon 5 & 1) ‘Btk
TN —EDNEELTA VS — LSRR L
LTHEShLBEDTIhLERTH B
2000 ETWHF LA, ¥/ VHOBRBEFEL
T, XU IS BTL2I94 v/ —AlEESY ~
N7 2B (LAMP2) BIEFERWEL, ¥/ V%%
PLAMP-2 0 FEREBHERBICL DGR &N
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