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FEhHRXEB Effect of common methy lenetetrahy drofolate reductase gene mutation on
coronary artery disease in familial hypercholesterolemia
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BREYRTA VIELEIRELEERDOEREFTH S L BRLREBRMETHLMCE N, &
HEN T3, 1995 £, MPFREIRTA VORBBERO—DOTHEAF IV Mo ROERERT
B2 (methylenetetrahydrofolate reductase. MTHFR) DIEHEGEFER (C677T. alanine[A]DZER L
valine[V]) OFREFESE VV DR FES AT VEELBERTZ LSO EENE, HRKIC
% { OERKIAZEDEHNICIT b =05, MTHFR BRFEEDBIRB LIRS, FiCEBIRE{LED
BRUBBRAFTHI2PELEHSIICRENRP o=, FEMEI LV X5 O —)VIIAE (familial
hypercholdferolemia, FH) RIEHE Y REHSBEORGFREIC LD BET 3 B REGEEEYE
FRET, ERUEHIRELEZSME T2, BiE FH ~NFOEAEI 20 LB, E# L 9IC CAD
RIEDEREDNEE 205, 80 RE TEBIRMLE L FBE URVESZ C. TOREERITIXEAE
DREV, KR TIEHRAEM FH ~F DESEREEER 199 fl2a5 e L. SEIRE{LED RBIE
Firr MTHFR BETFHEZECOHHRNERET L ORBREREN. UTOEREEEE, 1) BT
VV BELURILEEF V IEEIRE(EE2E T2 FH H#TERICEEE CH S, (2) MTHFR EizFH
VV (FREER 43 %) AV (51 ). AA (50 &) DIECEIRGLELZEERET 2, (3) B
FRHVVIEOBEFEICE LMEHRES X274 VEZERICEETH S (AA; 10£4.6, AV; 11235,
VV; 21=11 nmol/ml), (4) ZEEYFMTICHEWT MTHFR BLFE VV HfE—. EEIRE(WED BE
Fhp L HBE U =F E=16. R°E=0254),

ARAFRE IV RFO—VILEICSH T 2AECFEREEHIRE GEOEEREREFTHI L
ZHS»E L. Bt FH BFICH LT MTHFR BEFEORELMFHES 74 VEORERK.
OEHICE(LEREZ FRT 2 FERE LTERMICESTH LI L2BESHE L, £/ MTHFR &
ZFE VV 26695 FH BEICH U TERFICLZTREY X5 A VETHEEIZZDOEEIRE LER
FEZESEZAREMEDH 22 LHRIN . AHFEIE FH OEEIREIEDRE FHIB L UOBEICS
(7% MTHFR BEFEROBRZRZESHPIZL. 58D FH OMEBRUERKICKE {ERT 2EET
H 5 LFHEx Nz,






