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[(HE] BFF SAOREEAFES AWM A M, IS B0E DNA #5045 50 . LU A A2 il 48 A=
TR T R AR Ik R IR AR R JRTRL L {H DNA SR 5 SR B A mE A XM AEE. BE HitZ5
DNA i R AR AL B yH2AX S 0 BB A B A & . F3E N 72 217 H ik CS7BL/6]
/N R A% T ML 0k BE AL 23 Dby T X IR LA e A0 10 JBE g 7% (OIR) B BY 21 OIR [ P X M 21 0 OIR A 1k
XIRAL, B2 18 o WL IR G B a8 5 ' 1 X Lo W 8 R i JBEORT A 1M A8 TP 2 AR Al B yH2AX SRR O . FF A
JIF e K A5 PN B2 4R i ( HUVECSs ) 73 O TE 5 f IR 2L AR AR B ) PR AL PR TSR AL MR P T 4l . Ak )5
12 b, 3R S 5 92063 HUBEGE 20 B 45 41 yH2AX 19 R 3K 5 00, 2Rl Western blot 34 7 52 i 4 41 yH2AX [y %
ko BEROIER XL OIR #EAIA OIR FH X BRALFN OIR 14 XS R 20 17 H /s B 0 6855 A= 1fn 4 i A7
AOTCHE T DX 1A B L, B A 22 S T Gt 2 B L (F =437.62.93.05, 4% P<0.01) , Hrp OIR #7141 1 OIR ]
X U 2 /) B 19 B A i A T B A T 9 X T R 4 2 I O IR 2 TS A 5 O TR B 4t X T 2 /s SR IR0
A= LA T R R G 9 3 X AR Y B OTR A5 B 25 1 OTR [ 1 %o B4 B S /s, 22 e A e ik 2 3 0 (B P<
0.01) o 17 H &/ B RO yH2 AX AR A P SR 42t B 0 55 07 A I R0 G 98 v DX T AR R /N A8 b s 35 — B
TEH N B2 AR AL B2 PR T L AN B4 T4 240 HUVECs mf yH2AX 5 50 BHPE 20 i/ 40 B b e, 22 5%
A G FE X (F=64.97,P<0.01) , Hovp IR AR I8 20 AT PE T P02 yH2AX £ i FH Pk 40 i i 0 B 4 E
W0 N WY 0% O, 25 S 3 R4 R S (38 P<0.01) 5 B T 4J0 21 34 50 IR A 280 %) TR L A A 1 TS AL W 2
W, 25 SR G R L (3 P<0.01) o #4541 HUVEGs [i] yH2AX fY3RIE B 5@ 9O AM—5%. %
BRI T, yH2AX TR/ BUAL 10 B 1148 A0 R A1 8 77 1) HUVECs HRE R ek o yH2AX i 3835 5 A0 g i A
WA K IRAIE B DNA 4508 52 50 AT B 5 400 0 I M A A — 8 K &R
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[ Abstract] Background Changes in the concentration of oxygen induced retinal neovascularization and
DNA damage repair response. Overexpression of angiogenic factors is the main reason of angiogenesis. Whether the
DNA damage related to retinal neovascularization is unclear.  Objective This study was to study the role of DNA
damage marker yH2AX in the process of retinal neovascularization of mouse. =~ Methods Seventy-two 17-day-old
C57BL/6] mice were randomly classified into normal control group,oxygen induced retinopathy ( OIR) model group,

OIR positive control group and OIR negative control group, 18 for each group. The retinal tissue were obtained from
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the 4 groups, the retinal patch immunofluorescence was used to observe and compare the area of retinal
neovascularization and non-perfusion region and yH2AX expression of the four groups. The human umbilical vein
endothelial cells ( HUVECs) were classified into normal control group, hypoxia model control group, positive
interference group and negative interference group. The cells from the 4 groups were obtained 12 hours after treatment,
the expression of the yH2AX from different HUVECs groups were compared by immunofluorescence. Western blot was
performed to detect the expressions of the yH2AX from different HUVECs groups.  Results The retinal patch
immunofluorescence showed that the OIR model was successfully established. The area of retinal neovascularization
and the area of non-perfusion region among the 4 groups had statistical significances ( F=437.62,93.05,both at P<
0.01). The area of retinal neovascularization and non-perfusion region in OIR model group and OIR negative control
group was larger than that in the normal control group. The non-perfusion region was smaller in the OIR positive
control group than that in the OIR model group and OIR negative control group (both at P<0.01). The appearance of
the retinal yH2AX focus congestion was consistent with the area of neovascularization and non-perfusion in the 17-
day-old mouse. The difference of yH2AX positive percentage in the four groups of HUVECs was statistically significant
(F=64.97,P<0.01). The percentages of yH2AX positive cells in the hypoxia model control group and negative

interference group were significantly higher than that in the normal control group (both at P<0.01). The percentage of

yH2AX positive cells in the positive interference group was lower than that in the hypoxia model control group and

negative interference group ( both at P<0.01). Conclusions

yH2AX is abundant in OIR neovascularization.

Inhibiting the formation of yH2AX may reduce the OIR neovascularization.
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PO ST A= it A8 9 A A 3 [] B BE R A, B
AR 1t A PR ZE AN A GUR AR LI A R 2 A
PR RN W IR , T FL R S it i T LA 4 Y e A 400 R 0o
TG O O A AR A PR I R R R AR
AR PO S A 1 T R e T R 2 — L 414
BT, 4% %8175 S IR 7 (hypoxia inducible factor, HIF ) &
IRHGIN, I bV 2 RO A R A P, A A N R AR K
A ¥ (vascular endothelial growth factor, VEGF) A | Ifil 4§
Bk R 1 LU Al RS P il 1 S5 R Rk, DT A
OB AR A AR e R TR I RE A5 5 T 4 41 DNA $5 £
W IR o AR AR R AR 1 T 4 87 A R
A B | 2 (reactive oxygen species, ROS) , ROS
A LA H T AR W) K gy F DNA/RNA JET 75 % DNA/
RINA 45093 17 SR, 4 DNA RUBEIE 24 ° . 7E DNA 4t
B 2 O 1, 4136 3 2A 78 S iR H2AX PR 3 9 1R
fEIF A B yH2AX T JFBRICH G 19 DNA XU , §2 3t
Jrr il DNA & 52 PR -7 e o 1A 5 90 IR - 0 55 4, DTG 4
PRSI ke v . IR S DNA B 16 &2
S5 T A 22 I 2 A A ORI, E AT i S i A
BEE % BL, yH2AX 25 7 OB 9 I 8 R
YH2 AX 2 75 55 A0 I JBE A I8 AR A R AN T A AR
SR WG yH2 AX TEAIR R B 3 1 DL K A4 A1 35 77 4 i
W 3Rk Ta] i UL 28 5 A0 R AR I 4 R AT TG
KEK
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L1.1 SCEshWymanis i il g e B 4F CS7BL/6]
N CAE 5t 4 3 A A2 2 W) ) 97 T L AR 4 IR BT 5T B
S 92 8 ot o NJBE I K I A A K 40 ( human
umbilical vein endothelial cells, HUVECs) B H 111 & 47 R
BHOF5E B R B B 92 30 = A M PR b o o A FSE 21
AR IRFHIF T BT 46 38 22 B2 oF A I UE , S50 3 ) A 8
JHEAE ARVO 5T 52565 3h ) i 1 B ML ZE o

1.1.2 FE00 K04  DMEM/FI12 B 5% i 4
ML P B GAPDH Hi K (28 [ Invitrogen 23 7] ) ; Ml
HEH CoCl, ( & [# Sigma-Aldrich 2% ] ) ; Isolectin B4 #ji
R (1:150) (£ E Vector 241l ) 5§ yH2AX Hp i (1 :
100,ab26350) (#[E Abcam 4% @) ) ; TRITC #ric 1 2EH1
N1 150, FL-1201) (JE Rt P2 G AR W B0R
BT AR i 2 1L ¥ (horseradish peroxidase,
HRP) #Ric 9 1L 25t/ B =90 VECL &6k & (3£
Thermo Scientific 2 7] ), BX60 % )¢ 2 i 58 ( H &
Olympus 24 H] ) o

1.2 Fk

1.2.1 A5 O B AL R g e vy B I T )
JRAF CSTBL/6) /NS MERE 1 1558, S MSCRR[ 12 ]
18 7 12 U AR /IS BRUBIT 2 1) 4 B R 2 4075 3 00 IR0 B 722
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(oxygen induced retinopathy, OIR) Z ¥ #55 8 . ¥ H A4
557 R4 5 LA B — T R — A AR O
(75+2) % W% M AAAE h i 35 5 d, AR5 BB /) B 2= bR
WERREE A % o 7 S AR S 4 UL 0 JIEE /5 A i i A8 4
iR B 5 A 208 AR A S B 2 1) e AR AR A, U
H IR )

1.2.2 259 H ¥ 5 mmol MR A7 % T 50 ml Y
XK R BE ) Bk B2 O 100 mmol/ L #8277 ¥, JF 4%
HE T 0.22 pmol/L iy g o & b ok U8 S BR A, RS B
T =20 C ukA AR AF 2 il TR B8 K B 2
10 mmol/L,

1.2.3 SZmzhPmani 4 WO A J5 78 1E W AR
TR B 3 N B HE R G T 1) 32 1Y 18 HU/N AR IR
Xf B BOGE LR ) 54 2 4 Bk IR BE AL 87 R 4y
3 A B 18 H L Hid OIR BRI 2H &)y BUIR B8 245
TALAT T, B B 2H 4 BRU7E A 05 6 h NAT A
iR 10 mmol/L WMEPRO. 1 LB B (A J1 3 5, B X AR 4
2Jy Bl A MR 8 8 AR Js T 3 XL Z% 7K 0. 1wl % HUVECS 4
iz 24 fLAR L-Z SO0 =0 IR 4 i IC v |, JH &% (R AR 4y
£ 10% iR 4 E 1) DMEM/F12 #E47 1757 0 1E % X IR
A0 M AT R I, AR SRS TR X B A T A e 4
FEUW ALY B O 200 wmol () CoCl, , FHE T 4L 4
TEA0 M 58 42 B 9% W I A 2R B2 Dl 200 wmol/ L 1y
CoCl, A1 2 mmol/L w5, B 1 1~ 41t 20 15 210 Jfg 7€ 4= B
TR I LR B R 200 pmol/L ) CoCl, #1155 25 BUAR
2 e A A R

1.2.4  Gugne 6k i U 25 41 4) BRI 85 A 1l 457 1)
FEARAR O K yH2AX 335 o i I 6 AR AL AN OTR
BRI o A 12 H A A1 17 H /NS 6 H S0HE
F R AR ZE /N B, A9 IBCIR 3K, 5 03 %0 2% 2% 5 FH R [ 7
2 by TR W UBE T 25 B AR IR 0T 58 bR A I B A
I 535 TP MBS A0k 24 M5, ¢ 7B 0 7 W T B, PBS R 308 4 9K,
£EYR 20 min, PBS+{K B4 %% 0. 15% 25 11135 14 8 1 +1A
FUr ¥ 0. 1% Tween 20 75 % i K & H] 12 hs fin A
Isolectin B4 HT A& (1 :150)4 °C ¢ & 1 &, PBS E ¥t 4
R, B 20 min AT AL G B B R g3 il o 4 17
H# 2l B 6 FUIRBRIEAT HL 199 Al R e 32 98 6 X 4,
HHLYY Isolectin B4, il A$T yH2AX Hifk (1:100)4 C
W, PBS ERE 4 WK, B IR 20 min, fILAC L BT/
B TgG/TRITC 4t (1:150) ,FR{A LM, il P &
2 ~5h, WAL RS B R T U B RO
%€, Tmage J JC0 2670 8 B S o AR A5 S 8000 A T 7 RO AT
1.2.5 B HEFEARKNM L H HUVECs H yH2AX
B KRR R4 HUVECs #: 70 T 24 LAk

(1) L-Z2 M 2 BR 240 i€ | b AT 3G 5%, A B S 12 ho i
AN B K WSOy 40 i IC R B T 8k A |, PBS
Ve 3 W, B RS min, KB 43 % 5% Triton % 1k
30 min, PBS P& 3 &, 4K 5 min, &[] 0. 15% 2= I 3%
FEHERE A L h, i ABT yH2AX 744 (1:100)4 C
WEHE L, PBS PR 3 K, 8K S min, il A TRITC F7ic
I EHT /N R 1gG —ht, FIR T &MNBEF 1 h, PBS
P& 3 K, AU 5 min, DAPI(1:1000) 4% 10 min, &
A RO M yH2AX s B B 4040, AL TS 40
MYMIA, SR A 3 WK,
1.2.6  Western blot i £ | % 241 HUVECs Hr yH2AX
MR WO 25 AL A B, R B B 4n i S 85 1, SDS-
PAGE HaL K (J5T 5t 70 88 5% B2 B, T i 43 40 12% 43 5
) 47 B B I AR AR, B B &2 PVDF JE, i i 43 8 5% it
WA 03T, 0 30 in A Bt yH2AX Hp 4 (121 .000) Fi
GAPDH(1:5000)4 °C ¢ 7 1 7% ; PBS 3%, il A HRP
PRic IS =Pt (1:2 000) , PBS {3k, ECL L4
ROGE: A, Gel-Del &K 7 G0 #4713 #4 IF 40 IR
Image J B %5 2 %5 B B 11 AR 55 S 800G AT 8 B 51 # o
PL GAPDH N2 BR300 45 2 40 i yH2 AX B AR X
FKihE,LREL 3K,
1.3 Siil=hik

K SPSS 17. 0 Geit# A AT 5e it o b A4t
FEP IR IR PR B W RSB0 Y R IES A6, DL xes R
TN o 25 2H /0N BRI R AR Il A T AR E A L TE T X
T AR FT 23 bE LA b HUVECGs H yH2AX BH A 40 i 77 40 %
F yH2AX B 1A XS 3R 58 i H A SR S IR & Oy 25 4%
B, PG EL R T LSD- 546 . P<0. 05 h 25 % 4 it

2 R

2.1 A/ BRI A T 25 S WL

1E % BE 2 /N B A 50 12 K 00 R IfL 4 L 43
A S, L8 0 J2 AR (B 5 B H RS, LK)
JI5E LA 8 ¥y g 1] A L L R PR 1 TR R ARG R AR SR
17 K AL 19 8 0L A A R 2 4,3 V2 I A 9 B T AL
ERBCR I, EAT B AR . OIR BERIAL I A4 12 K/h
B oA I gk B DG T X, S i DX 3 mT D A
G T LA 5 AR 17 SR I AT DL B 58 A I
A BB g ok il B DR O W 1) e RS AE . OIR BT
X IR A S5 56 17 K /0y SRR 9 ISR A i A8 O %2
OIR #EHIA{ JCW] X531 . OIR FHEXS HEZH 2R )5 2 17
KA /I XA P I 1t A A7 R A TE T DL A O A
LA AN T AR A JCHEE X (1) .
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1 RHARBHMETUEZHN M IEH R E K (Isolectin B4, x40)

A IE RO IR 12 R /0 BRI 190 5 I 4 3 D 2 78 2 3k 0 0 4, i A
SPEAK HERE B:OIR BRI 12 H i/ BUA I AR b ok ) B
R TG T X, A 3 DT AR g R Z ML C AR X R 17
H R /I BP0 5810 A7 A B 4, MBI 0 A EfT AR D
OIR BEAIAL 17 H % /] B 100 6 T L O 8 ) 7 A= Il 47, 8 0 3 ol 52 1A
R E:OIR FIPEXTBEZH 17 H i/ BUBL IS B 2E 1 %5 17 0L 5 OIR f
B IEZ2 F:OIR Bk IRAL 17 H /1N B M i A 2 47 3 A
T, AT L DR T A R N TR ) G 3 X

2.2 AN BB T A i A5 T AR A 43 e R TG
X T A 43 L

IEH X R 4] (OIR BiRIZH (OIR B4 X B 41 #1 OIR
FH P XoF BECZH /0N B P 6 A i 48 T R 43 L 3 Ol R
(0.00+0.00)% . (33.40+2.17)% . (32.54+1.73)%
F1(7.51£0.59) % , ToHE 1 X 18 FLUE 43 He 43591 A (0. 00+
0.00)% . (21.42 +1.77)% . (24.34 +3.52)% #i
(10.37+0.63) % ,4 A4 8] /> 5K D99 Ji8€ 38 A= 1L 45 1 AR
B TG HEE T AU AR LA 22 I Gk L (F =
437.62 .93.05,4) P<0.01) , H:H OIR fE#I 4]  OIR [
AT BEZEL /0N R P ST A i 7 T R T 4 B RN TG 1 X
TATRRE 43 L3855 T 5 6 B A1 BF 52 185 K5 OIR. P 4 X ]
2 /I B P R0 A i 4 TR A L R T T X AR A
oy L3445 OIR FERLZH AN OIR B M Xof B 4 B S ok /)~ | 22
S G B L (¥ P<0.01) ; OIR #4542 F1 OIR
I3 %o 2 /N BRUAO0 I BT 2t 5 1 AR A A L RN TG
XA ER, 25 ERI¥E X (¥ P>
0.05) (K 2,3),
2.3 R4/ AR R yH2 AX 1Y 2R3k 53 A1

o eV WY 0 25 T B, IEH X RRAL 17 H g /)

BURL 1) 6 v o L W 8 1y yH2AX A HA I O A7
SR s OIR BERUZH 17 H i /Iy R I ] 320 38 A= it A8 IX )
DR A yH2AX £ i B 48 B AT, AT R K, R
Z;OIR FATEX BRZH 17 H /NS OIR BERI AL A I,
PRI yH2AX #5010 B 8 22 57t 5 OIR B 1 %) i 4
17 H /B OTR A5 R1 41 A0 W 158 yH2 AX £ i ] %% 3
I/ ] B P R OR/IN s B S AR /N (P 4)

=30

2

&20

2 |

N an

ab EIO
X
9 0 6

I % OIR OIRPItEOIRPHME 2 E % OIR ORI OIRFfE
XL BRI xfERAL iRl R GHIRAL R XPERAL wfHRL

B2 SAMRUMBEFEDEERBESLIEE F=437.62,P<
0.01. 5 OIR i 2 [¥ 4% ,* P<0.01; 5 OIR [ 44 % M8 41 L%, P <
0.01(HLFEE Iy 225001, LSD-1 K53 ,n=6)  OIR: 5155 5 4L 19X 5 A%
B3 ZAMRUNEIEIRERTNLLR F=93.05,P<
0.01. 5 OIR B M 4] bt 4% ,* P<0.01; 5 OTR B4 4 MR 4 e ¢ ,"P<
0.01(HLE K Jy 2250 H7 , LSD-1 k53 ,n=6)  OIR: 51%5 5 0L 9 IS A%

Isolectin B4 yH2AX

20 pm 20 pm
= —

20-pm 20 pm
— —

20 punr 20 pm
===t ==

HYEXTARZAL OIR BPENTHRZE OIR KSHIZH 23 Py % HRZH

OIR

Eld4 RARBMBETUAREHL BERNMRANRE R yH2AX B3R E
537 (x400, 45 R =20 pm)  OIR LR 25 A1 OIR [ 4 Xof HE 2 400 1 i
JE] 0 2B i A DXRT LR A yH2AX A md B AATAR , OIR BRI X IR 4
PLI R yH2AX £8P 5 5 080/, I 08 1 21 A0 1R R D Wi Y
YH2AX 5 OTR 42375 5 40 R 555 728

2.4 %41 HUVECs 1 yH2AX BHYE 40 & 2 2L A

1E H R B2 ARG AR A R X B | FH 4 T 0 2 0
TP an s b yH2AX A5 5 BH M 4008 & 53 5805 il o
(9.44+0.32)% . (53.34+5.85)% .(29.91x1.71)%
F(58.77+7.62) % , KL = F A G5 L (F=
64.97,P<0.01) , H r IR 4 B Y xF f 28 A B 1k T H 41
YH2AX £ 5 BH A 0B 7 4 8088 1 4T IR 2 B v R,
ZRBIA G2 L (¥ P<0.01) 5 BHA% T 40 4 &A%
AR BEZ RN B M T P 4l BH s/, 22 S St
(3 P<0.01) s BHYE THUAH 5 1IE % X B4 L,
ZF G FEX(P>0.05) (K 5,6),
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DAPI yH2AX [FisEs

I % 2

PHPETIRA  IREIERI X R

BT

B5 #WHEEMETMESLE HUVECs b yH2AX B 5K (x400, 45
=20 pm) RSB B AL AN 2k P41 yH2 AX B 3 3k 41 i
BZ PPE T yH2AX FHVE 3 08 40 M ok /b, 15 3 %) 4 yH2AX
P P % 326 4 i 4 20

80 B 6 &% HUVECs H
YH2AX [H 14 40 B 8 5 #
BB F = 6497, P<
0.01. 5 iE # X FE 4 L
5,1 P<0. 01 ; 5 R A= 15 7Y
XtHE4L 4L, P<0. 015 5
BIHE F H 41 b %L P <
0.01 (5[5 & Jy 2 57 #7,
LSD-t 35 ,n=6)
2.5 &4 HUVECs " yH2AX 25 [ AH X 2835 8 Hh A
Western blot 3545 25 38 T 7~ , IE F 6 BB 2 % 4R
TR Xk BB 2H | BH M T P 4 R BH % T 48 4 yH2 AX 25 A
X3k H 4 B A 0. 445 £0. 083 .0. 797 +0. 074 0. 567 +
0.059 1 0.777+0.015, SR L 22 5 H G it & X
(F=21.76,P<0.01) , Hrb I% 408 0 xf f 20 A B 1 T
Podl yH2AX B [ AH X 2 35 & 530 0E 5 X BE 4 B i 1
i, ZRBA G R E X (3 P<0.01) 5 5% S5 8 %)
MR AN M TP A L, FHE: TP 41 yH2AX 2R AH
XERBEEHBW A, ZR WA RITFEL(H P<
0.01) ;IG5 7Y X B2 5 FH M T P 4 DA K 0E 7 X i
HAEMHMET A yH2AX MY RE R IR, 27
BTG ¥ E X () P>0.05) (K 7,8),

60

PRI T 53 (% )
s 8

TR MRS P B
XA WA T T

Mo O 1= G I 1 . I 2.5
W R THA TR 50
— — e 2AX T L5

Z1.0

>

=05

- S s s CAPDH o -
° G P
& 7 Western blot i%# | % 4 HUVECs th yH2AX EHHI R E
E8 &% HUVECs i yH2AX EAHENKRIZEILER F=21.76,
P<0.01. 5 iF %4 HA4 b, * P<0. 015 5% S B5 F B4 L4, P<
0.01; 5 BAPET- 441 e, © P<0. O1 (AR 2R J7 22 43#7 , LSD-1 K5 ,n=6)

3 itig

YH2AX J& 55 139 fi 22 24 R 0 W2 1k 1) 41 5 1
H2AX, & B 3% 58 A Ky & DNA BUEE W 22 1 4> T bR o
TER K A B[R] B, 67 T H2AX 55 139 7 1 22 54 R 5%
FEACD B R 1k A2 L yH2AX, I 75 DNA BUEE W 24 37
FUB SR R, B 5 55 48 Fo At DNA 351 5 /e v 2R 1
DNA B A E BT E K, H R &1 yH2AX [ Z8
TERAG AL, 75T yH2AX AP AAR K T DNA BUEE 7
BN ATRE T yH2AX SE AT DNA XUAE B 24 4b
AT — 2 90 40 M 453 05 B B, 0 975 4 o 0 30 4 A
DAL 40 A R 08 1) Bsf [ A 47 o

B, 2 A yH2AX 3= AT % 9 o . Western
blot B A ANMA 3 Fir k""" o st A R
RS Ay AR RO TR, J2 H AT 5T yH2AX 9
J7 ¥ 5 i Western blot 52 56 3 # FH X e 8 28 6 11 52 56
S5 R HEAT I E ; 3t =X 4 B R AT 2 G A R K St
YH2 AX 7KV 742 4k, TR PEAL DNA 453 45 5 40 i J&]
Wz W 20 A S g R ] G 9 Al Western
blot i %F yH2AX #F4T WA 5T o

H2 AX (1) B R A A F ol i T UL e 3 -850 g 5% Tk ol 5
1’%1&&’9,ﬁ*@%%éﬂ]mE/\{u%iﬂﬁé‘é/}i‘%l EH

I A 5% 2% IR AE 5% A8 A DG IR AT DNA R 2R 1A G
SACHEE o ol DR T R 3 o Y A T A SR A
il yH2AX B 77 A, FEXF 3 ol 0 I 1) 2 B804 ik B2 Oy
1 mmol/L'*™' ARS8 R F vk B A 10 mmol/L ) 1l
ﬂilfﬁﬁ/\EB@B'U%{ZFH’?B‘E%T,iﬁf%’ﬁl%ﬂl%o S5 4
W], OIR BEAY/N AL IR yH2 AX i 38 R 3k
IR B R AR I A A A — 3, Y BT yH2 AX JE
R, PR P BT A o A T AR )  HE TN yH2 AXC 5 A R g
B A I AR I 7 AR R Rk o

AWgE ik —2 % Al HUVECs 347 40 Jd 35 5%, A
1 H 7K F- X yH2AX 1 R IBHEAT SR IE . CoCl, AT /E
R A 2 I AR BEAEL A, il g R AU 2 A L 4L 8
R Bk B T, TR 23 T Bl 70 B S R 0 . &
S8 R M JEE Sy 200 pumol/L CoCl, 57 IR AL AL, &5
R TR S 9 HUVECs 40 i #% th yH2AX %
Ik WY Z T AE 40 M b i A e HE R RS, yH2 AX [ 3R
ik W b 5 TR RS — B

HY T G135 57 114 200 I ASE DLV AE0A5E 7R A B F 240 it 14
A BEJI A F2 A, HOBH W7 yH2 AX JE B 17T BH W DNA &
S SN ) 2k A v AT B8 B N A M A T T, A AR
SN 2R e B FE O BH T — R BT 1A A
S I AN B AR 2l WA AL A A DG AR Ak, BOAS BF O P A
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S i S 38 I S TR 4RC R I A A B 4 S A7 AR DNA
54403 S IS B i DR T S 3 By yH2 AXCF) A2
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