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135 DNA IV (DNA double strand break @ LU F DSB) 2%, O UC K TEL T3 H
EaH, @QUC HMZ 15+ 5 DSB & S3E0 it & Bk, @ UC Kl % DSB & UC
B & I, R L 2 R ) s E AR SR UC SRR 104 15 (UC #F) il
Mk 7203 SRS & G & U 2o, 00 XHME, RAEMEISELE O OF L 2o K S FHIJER IR 50
f (JEIBD ) iy £ 2213 S RSO JEMES R & L 22, UC BE, JE IBD B LU/ 7
T4y Ty 2 h5 3em AR 2 A ER L, HE Btk DSB O~V —# —T#H % y H2AX
IR BRI GE R - 2. UC OSAENHIS, woiibl, Pk, aRmwhz R 2. 5
H2AX O S BUNIES, BditIr OB B E 5 5 H2AX IRPERZ S oMl & (7 H2AX crypt
index : LIF y H2AX-CI) & L TGl L . O UC $H3IE IBD BHZIL~N y H2AX - CL A7 3L
ST 7 OILIC 110 % vs. 0%, P< 0.001). 3 UC O3 0> ¥y H2AX - C1 i,
TR et 4.4 %, PPERGIIY] g 13.7 %, WSO P i 153 % T D, TR E
W& DR ATEEA D » 2 (P<0.001). QRIEFHINNZ A y H2AX - C1 & UC b4
BE OIS NI o2, THEDZ &M S, UC KIBCCIRal T NIMRIEZ LA 35
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JEIBD $¥ T3 y H2AX BAMEAIIIZ E A E A
g O efii 0.0 %, Fibd 0.0-4.5%), UC {iF
(P el 11.0 %, FilH 0.0-82.8 %) L DIMNZIZAT
N H -7 (P<0.001) (R 2). UCBECIE, %
RECERA 35 & UMSPERG I OB & L < 3]
RIVZ D BUTERE S y H2AX B ERITu A 28 © fur-.
—77, FAEEGIICIE, KNI AR A ER T
AEAIE L WIKIZ YA (63 B PR PR 28, PRy
SBLZBAPEAIN A A% L CH B B il At b - 72
(X 3).

2. RAEMBHEE yH2AX R

UC BHIZ351F B RAEIERIM 0 y H2AX - CLiS,
R (n o 28) (hYefiti 4.4 %, ¥l 0.0-32.0 %),
PRI (n o 24) (P Yefii 13.7 %, diEH 0.0 -
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(Z3ATR A K, RN L R oz 0 2 AT
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RIS 2 MRy H2AX JEBEA SN & 5 &
HLTHBEY, WTFhELMRAKKE NS L LK
At Tah D, UCHPRENIFAE y H2AX 88l & DIY
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