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¥, whiZ, LDIEOERTH B2, HEICBITL M) Z LY F (triglyceride : TG) &8 & M4
TGHEAT L OB L2 VWERDH 5.

TGCVAIZHEOEB O R, EHRMTGCVTH 5 ATGLRIBREX, E2Hl% &0 b E TS, #
NTI6FD RV E S . ATGLRIBEIX, 20074E12, Fischer 512 X Y mild myopathy & L THid
SN ELH D, BICHHENREERD O OMENSZ V. DHEOEHIRE SN TV A DI, 5
Shl% e CHBIR16H. Bca s L, BYETIAIRLIE. KETUBIFRBITH Y, BHTIE,
DREFUREDO L) ThH L. DHEOHEL LT, BEIIRIALOHE, KEEREREOHEEZZET
BIEMICH Y, ENBWE LTEETH A, KWMOSHAMEKOZH L (Jordans' FH L L&) 13,
DER, BEGERORBHADN 2 SE&FICRD O, BHNMENEVWEZEZ ONE. DAFEDES
T, IR OREPHERENTEY, TOBKROFHERIIMRTH 2. ST TITOLRIE,
W BB L 2 CBY, B, bYREOER T, ERIEL, RRIETZEMNIPSVEE
2 oh5. TGCVBIEIETIY, BWiEME (F) 2MERL, BRSO OHERE S OITETSTFET
o, T, KEAFEFEHEREICBWNT, BEEARLSTCCHERTE REEELT, &
MRBEEL L, REZESGOEARLBET, BEFEEZToTWA.

BEXM
1) Hirano K, Tkeda Y, Zaima N, et al : Triglyceride deposit cardiomyovasculopathy. N Engl J Med 359 : 2396-2398, 2008
2) Hirano K : A novel clinical entity : triglyceride deposit cardiomyovasculopathy. J Atheroscler Thromb 16 : 702-705, 2009
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