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[Abstract] Ionizing radiation can induce atherosclerosis (AS). With increasing survival of patients
after radiation therapy, the incidence of cardiovascular disease has increased significantly in the irradiated
population. It is important to know the pathogenesis of ionizing radiation-induced AS. Amount of studies
showed that the occurrence of AS is related to radiation-induced inflammatory, oxidative stress and
genomic instability. Radiation induced bystander effect might also plays an effective role in AS induction.

We hereby reviewed recent reports about radiation-induced AS and try to increase the knowledge of

targeting therapy.

[Key words] Radiation, lonizing; Atherosclerosis; Bystander effect

FH, 25 4 S5 B30 ok ok i £ (atherosclerosis,
AS) T 1959 A IRHRIE, AS K0k JELA + 7352
A=, HEnUImHE A M, KERI TR
B, REBEWIREEHR RS AS WERAAAEH R
FHOGHE, (H2MANRER C HAT BIEMPEIR R,
PRI EE R R AS fER R E . SRk, &
MR ARG R —FE, H RS RE R AS
ST Sl R 2 —, HIR AT 5 HA PR R — e 2 ]
YEH Fsh ks, i AS M s 4R 5 BT )
AS BRSSO M PR B R F B R A
JEHJRRRS 10 4R 2 )5, HRR R R KL &,

1 EHESH AS
N i B 4R I BRI AR 2, A FRBER R

DOI: 10. 3760/ cma. j. issn. 1673-4114. 2015. 06. 012

HE&WB.: ERARRAIES(81273001, 11179002, 31200631);
B R AR AR A L RT3 42 (2012007110057 )

EH AL 200032 [, & HKEHURE ST IOE A9
T CH MM, SRIYTIT, BREAR); 230001 GAE, ZRIBERIKE
1 R AU S (MR, &)%)

BIEEE. HPEHFEM(Email: clshao@shmu.edu.cn)

1) FRSRT R HROY ST, A ARAE 2 52 12 W R 7 B0
P FE S a2 B B AR, U R ST Y
BH R A Z RN IR R . BRI L
FEIE , BRSO i B A AR AR Y ) s
i, ALFE H XURI G P i gl 1 & /B, 00 I 9
BUA K A7 1 TR S8 R e DA S 1 A 3Rt
HZE, WATMFAAE L, 7EiEtT Iss oy
Je I AE 5 B R RE R R, 0 IR 11 9
B B, . BB AT A bk R AR el )L
A RIE MRS, FEEZ 2 Gy M4 BIIRET . B)
N 30~40 Gy BRETI, RO A9 S U i FE
R T 2~7 5, HAZ RGBTSR/, PG i
EPIRRAETAET- MR =S, HRT, AS AR
HUHGA RTERE, BRI AS J&—Fh RAETERIR
4 By 37 BRSR T R BURAE N F AR e, RAE S
JEAE AS & R iR A EEAEH . Litde SF7F
FERM, HAZAMAET A L E 1 1(MCP-1)
IR AR a2 4 S T S AS A 4 A e o BB
A HE,

T2 W R AR RN e R R T T B R S I



494 E PRk 5 BEF R E 25 20154811 A 45398561 Int J Radiat Med Nucl Med, November 2015, Vol.39, No.6

Az, IR B ARSI T RGN, sk (A5 g st 2
RG22 2 B, SRR RS E0h 12 3%
ZTHYT, BT AR A RV E e TR
HWATE R ARSI, SCPr b, RETHERITH
g, ik BRI . FLARE . A A R
PR M 00 7B 0 I & E 00, Il RATE ST R B
i ik R AT S 80 AS R A, IF T BUM A Y Bk
78 L AR AT RO B B AR A 2 B S AR IR A
KA AS AR A J

T, IR FISEE =R, o
JESEAFR 32 R S50 o 55 IR R RSk L o Hs
EA K, JEHEWIGR R R AE R EY, . 1L-6.
C 38 H (CRP) K78 32 MU 5 FR2e Tt mr [+
i, H WBC., 2L, MEERR . a1 Fl -2 3K
BB TR, 5 S T 00 R B9 8 S A
L, HRSHA SO R R SE AR 2 1%
AEA, AS VE ARSI S AR IR PR 52 21 [ bR
Bl EI, HIU A EAAZ RIS E RE A HE.

2 RENEA AS BEMENLE

O I 2R G0 S B S e B AR AR 2, (ER I A
DAL B4 P B A0 R v B AR A, L P B
AN TR T AS K2R BYSCHER IS0, %
5D P 1z 240 R A% 200 P s B A 7 348 T 2 —
BeRAEAF, W N E &R (E-selectin), [l
YRS R 43 F-1 (VCAM-1) 04 i ) 5 B 431
(ICAM-1)], #FIfi&sat MCP-1 BEEE AP, 2
A AN IR R, Bl E SRR E
WEARA, BPAS AL BEB . PN A0 AE A2 B >
2 Gy MRS 2 80 K 40 M 1) R
a0/ s e (B i = i )
(AR -8

DNA A 45 8 A Ry S 59 5 ke

TEMATREE(DNA XI5, 1152 i 3 K
Fik). DNA HERYMWTRL . B (s Ak 2R G
WEoERWY, ™ E 4 A 1) i BT LA A0 A Y 5
&, VAR A s R B AT LR Ao i 5 1Y)
A R EUIRIE R, wik 455 . DNAIA
15 DNA 055 Sl P OC R B V), X 2
JORHRBE A . JEHEBA, (HR AR5 A E 0 2%
BERET- A4, R DNA fiiAfeBE, &%
B¢/ e 2 R/ NG O DR GRS G e LS =3
ZIRES . RIEE R DNA i 2 S BEEH R AL,
2B MR kR

XL 1 Sv BRI, RN RSN SEER AR
SEN B2 AR A2 A . ARIE . BEMALE] L iR
T PE. DNA #ith. BILFAifse -5 2 m &
SRRSO A YA G D)2, & 4e
SR AR AR A 5 — 6 N IS A T A e A R R — B
By, SRR T AS WAk R, 5K
SiE IR, REIISE ApoE (—/— ) JE DR g 7 /)N BB
DI I ASE2,

FIH ApoE—/—/INRIMSEIR 58 R W, p53 X4
SR AS B EEVE T o 7R850 KA 1 00
p53 HRE A EARAS MR FA] EA  ARG) B A )
1 AS HORIPVERT, BAE AS IIBEIBIRT B, p53 2
REMIREAC 2B THIIERT . AREXS p53 1EH /)N Rl
SRR, XSRS R TR R T
AS HysZmBLE R 2R, Horp ps3 i EEAE
RS A 3R] B R 2 R S 5 5 AS — MR E )
2, o AR R AT T Y AS TERR YR
WS B B 1 R PR AN [ o

LRI N IREE V]

[ e |

i

SR 0 R AR G SR ;%ﬁgwm%ﬁigﬁ%gm WEIUTE |
~, N by KD { i ZHZA i Jotes e
KRG EURAE (10 & e s AL Ve, | W T | 3 o e ERE
FH 401 AE A R Spitksan| | TR T

I, RERHHEERY, AT

B DNA 580 0 i A L BE 2% 3 X
AS BEHAY A JR LU R I KT B K A
HEAEHM, FEAN AS BET, A
AL DNA 475AE %8, . B4

e
A
| SRR |

Bl 1 GBS S AR O AR TR B OE [, eNOS: P EERY

s R G LAY B R BSO8R
Bmpihs, GAERaTIRER. M

—F LA AEE; NF-xB: B 5% H T kappa Bo

Fig.1 Biological and molecular alterations in radiation-induced vascular effects
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