EIES

KXc—19

N H I

FEZMREDRERX FREARERNE) ARAREESE
PRk 254 5 H 20 HBE

HESES : 15401
xR | REHE (C)

FZSEAR - 2010 ~ 2012

WEEE . 22590528

HREES (X))  DAKELD DNAB15 - EEMEEEICES BB IA DM

THEERERES (FE3X) A new biomarker for atherosclerosis

HERKRE

AH FE (ISHIDA MARI)

LBRE - KREREERFRBEHZER - A6
MEEES : 30359898

WHIERCR O (Fn0)

BRI OIFRED 5 B 7 ) MREAEE R ORIE D HFRZWNEZBRR T 5 2 L BARED B
T o, 7/ MEGBEERTZLOBRE(L~ 7 2 &2 AW ERN D 7 MEERED R
ITARRIDNAIC AT 2 Zit S, BRI L 2 S8 5 2 L AFE L7z, BhIREE L O FEIE A
H=AKE LTH 7 MEGOERE W RICE B L, BIREE(C OB ZEE L LT, (Kiifaic &
HLCWB Y 2MEEEEEALT B HEEMES U, A AMEERE Uz, #EST U7 AR Eh R
{EDSERRIRFOOE D, BB Z RN TE 5 2 & 25 LTc, RREENZ OMOBERK %2 &
WA ) 27 FHIICB W THHNE 9 2% & SITHET L TV & 720, BIEOBIIREE L 04 872
T, ARV AZFGE LTHWD Z ENRTEIUX, PHIEFLE, EFICERTHS,

WFFERRR OB (30)

The aim of this study is to find a biomarker for atherosclerosis or its comprehensive risk
factors from the point of view of DNA damage/repair. The experiments using
atherosclerotic mice lacking DNA damage response revealed that abnormality in DNA
damage-repair accumulates DNA damage and accelerates atherosclerosis. According to the
results, we established the method to quantify DNA damage, especially double strand
breaks in human mononuclear cells. We showed that this method precisely detect one of
the atherosclerotic risk factors, smoking. It is important for preventive medicine to further
verify whether this method can estimate other risk factors comprehensively.
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