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WL TR - B FRIRE 478 FlH 0, FOR, F
RIBEZEREM Y v EIZ186), 3.8% %2 H T, #
BeERoRBI D E T, follicular, medium 14, diffuse,
small 3%, diffuse medium 2%, diffuse large 11
#l, Burkitt 1fITH 5. HEEGHEMETH, LHEUET
ERHITIS8~895%, FH 29K TH 1. SERBER
Fi$ 55.3% T, 1987 FELIFIOD 5 FAFE (n=9) 1L 33.3
XTHHOIHL, 1988 FLIFE (n=9) 188.9%+R
ot AFRI O TREBSTEFERA B L, Filt
WATH & FEMITRIE &< Bidin <, BEEIAEF VL0,
LDH @b o, FEREBELHOZZBETTIHALLES
BLLbLDOBTFERRTH- . 2ETIR US WHTH
7 BIEBIEN: S 2H L, ABC HTHI0BAIHR 9HIE Y 5
AV, By v BEBEiT R [HHR] PRIRER
VY AEOFEE, LIRS L, (EERE2 R
TEMCE-TEY, EFE, BFEIBSIMEZ T
ZWIRRETH 5.
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678%, L. 56k L W ERBET SLE OBMITR 7
oA Nk E vBESZITWh, UETERERL
RR. 95F 4 A X b EEHEME AR, EST CT ©ff
HEEOF&EBNRD bR, 5 H20A M AR BEMAE
WTT— B 31~73me/dl T, EMBEOEC 1
VAU VI 10~15 pU/ml & HMHRELZRL, 75¢
OGTT THMmE LRIEET, 1 v 2 ) VIHENNE
ETEIG. RBEREEMRRC T EMERERE T,
6 B4 HXE 1 vRY/—<nREbALIEIRERT
PR BE e L. SNBRIL KR M EERRE T B - 1275,
BEHRPETH A v 2 U vHEBEAREED b h T,
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83 7 FL oy vERFE (AR) © DNA %8 (TrpsdArg
Mutation) &EERAY/%F A — % —OBRICOWVWT, 4+ —
A+ FUTO0F L EDOERKE 686 & (K 4294, B
257 %) @ DNA % H\T PCR ¥ THT L.
HE X homozygote mutation 0.4 %, heterozygote
mutation 14.1 % T#& - 7-. T2, heterozygote
mutation (& wild type i, fAE (67.5+12.9 vs
64.1+12.2kg, p=0.03), Body mass index (26.3+4.7
vs 25.1+4.5kg/m?, p=0.03), fRMAME (88.2+13.5
vs 84.1+10.7 mmHg, p=0.01) BAEECEHELRL
fo. BEEIE P SECERY TS, HEELL.
DXA #ic X 5 REIBI 70 ko ACBE S &, B
ENBRBFCHERCEELYR L. IHEHEIERE
CRAOWRELE, BERCEEOERE - SHREHERL
7-. b b B3AR mutation (F, T EWT, &
I, B, SIERXL7obL, IHICAHECLE
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klinefelter REMERE SR MUE S BRREN AT 5
CERLETALES AT WA, KEMcE LT IS
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TEMOE T X 5HER ) #RAKFET S L U7 K E4/
4 PURBEX R, T A b AT u v EREH Triglyceride @
ETHZED LR, TOEF S LT LPL HEi HIGL



