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Abstract Cancer and atherosclerotic cardiovascular disease ( ASCVD) are the leading causes of death worldwide.
With the aging of the population and the improvement of medical level, the number of patients with cancer and atherosclerotic
heart disease is gradually increasing, and the survival time of patients is lengthening, which leads to the occurrence of comor-
bidity of these two diseases. Secondly, because cancer and ASCVD share certain risk factors and pathophysiological proces-
es, the number of co-patients with cancer and ASCVD is further increased. Therefore, how to manage the growing number of
patients with cancer-ASCVD comorbid has become an unprecedented challenge. In order to manage patients with cancer-AS-
CVD comorbid more comprehensively, effectively and scientifically, this article reviews the relationship between cancer and
atherosclerosis.
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T4 i DNA 51455 . 26 W5t A% 18 1 45 5 A3 T B 40
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fadiE(RR:1.28 ~1.44) . T"'E NIJEE (RR: 1. 28 ~
1.36) Mt (RR: 1. 21 ~1.27) A & AC
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CVD BB T XU 5 e ( SMR 2 3. 93 ,95% CI:3. 89 ~
3.97) M0 5 TR AR AR AR KU B BF 5
7 AHECT X R JRAE S B2 s 6 S RELG
WIFEZE % A= R 9 25 (HR :2.9395% C1:2.8 ~3.1,P <
0.001) , e M i 2= v 6 4> H BRUE A R T 5
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S ERE RS AT RS RO M SR &
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KUK 16 2 4 22 i) G S 3 2 5 — IR R
FEMIR PO LA G S R 5 e 8 kR
CVD(HR:1.37;95% CI.1.26 ~1.50) > J] 58
(HR:1.52;95%CI:1.38 ~1.68) FIZ 1 (HR:1.22;
95% CI:1.03 ~ 1. 44 ) (1) XU o & 3 &, (H & 4= AS-
CVD [ R To i 2% 22 B (HR: 1. 11;,95% CI:0. 97 ~
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MRIT R T AS By 5E e, — A5 A IR, 4552 U EA
2GR IT 1) B A v XU (2 35 B AR (HR: 0. 51
95% CI:0.28 ~0.91) " | 55—y [a] i ¢ 0F 5 2% 3,
F2 32 50 B IO (R g e S8 5 A LB M el Dk = 1 XU
BRI (HR ; 0.94;95% CI:0.69 ~1.28) %)
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CVD (AR, B RE A9 IXURS: d 35 38 i (HR: 1. 13
95% CI:1.12 ~1.13) , 451 4E ASCVD &35 v 1 k]
b, AT B E A XURS: v T CVD 3% (HR:1. 20,
95%CI:1.19 ~1.21), 53E ASCVD i %, AS-
CVD 8 2t H AT 0 5y 0 g i KU (HR: 1. 11595%
CI:1.11 ~1.12)"0 peAfsE i & L, 5 9E ASCVD
ZH b #e, ASCVD 41 7¢ % e s ( HR: 1. 58;95% CI '
1.24 ~2.01) 457 %8 (HR: 1. 53;95% CI:1. 16 ~
2.01) JilifE (HR:1. 43,95% CI;1.17 ~1.74) K
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ZIRFST SR, 51 ASCVD 145 i JH 24 Bl =) DC Ak, 5
AR 4 L e XU A 0

Y \AS 55 g AHRL A g B4R P R
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1. PAR%/ B A0 G« BF 5% S 7 I P 40 i
AS BB IR Z Y L AS K R, 7E R IE Y
ST i 77 5 S ) A2 IR R G T 1 0l T 20 A A4
21 6L DA B BT RS B ML ET A , A LA 27 200 - 5 W 44
FLEE 75 R PR 7 Fn -3 3, A we BB A 3 1k
J Ly-6Chigh B A% 40 it 8 A 96 35, 5 80 E 40 i 4
20 AR B A KL, B O B AR N, 7 R
A AE - Wy A A R R A R R FE R R &
EEE 3 o G S - 57 SIS 21 IR AR SE A L R i
FEAMERE A AT L R DI REAY S 0E I A A T4
RAICHLUEZ THE M) o i B E W 40 i, 7230 AS
v A LR T R T R T 4 i 0 o BB 43
i 75 I 4 355 o 0 1 40 PR RS b R TR 7 TL-10 A
Ak A K R+ B ( transforming growth factor-g, TGF-
B)  MEHEA LB . (5 AS B, 7ERFEEME 2 5E 4R
FEREELT , SRE B W3 fin, Bl 22 A i 4% B 1L-6
IL-1B \TNF-o 5 B04H M AE T, 10 0 T 20 i W] 3R 3k
CDAT“JIZ3" (55, FECERRALE 285>, 40
i 2R, S — 2P B R R TL-18 55, il BE B IR
PRI B, AR HE AS HEB B A e

IV 41 2 e P 35 v e 22 1 e B A L,
i SR P v m T L A A TR B 3 A, e T2 A
550 2 FhF AL M1 2 v 41 i 3 25 1 Th BUZ0 i
KA F #1 + $t &-v (interferon-y, IFN-vy) % S, 43 i
TNF-o IFN-y 26 R 40 K, HAG 0 2 R0 B8 (1)
YERT s M2 RY 5 3 20 e, py JibJed J2 Th2 7= A= T4 3%
TG, Zr b TL-4 TL-10 2540 g BN 1 2 A5 50 R S AR B I
VR

2. T YNATE Ak A5 WF 58 N 5L & BRI AS i AF
T 4R BT ALY 50% ~65% 3R T 41
TE AS %k % JB W] R A7 AF T B A AP Bk b
CDAT 41 il H A Z Fp 7Y . = 2445 Thl | Th2
Treg Th9 'Th17 \Tth, Th1 4 A= 40 il [l F-TFN-y,
AT LLONE B A AR, S0 ] SMC g 5, 4 i e SR
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I RS R Thl G EA R A . Th2 4
Jf = B A P Sk TL-4, [R)Bf 439 TL-5 (IL-10 Al
IL-13 25 WF53IA R Th2 A4 R 7 B Pt AS 4E
P B A B B R SR ApoE~/-/N A Th2 A
FANMIN T TL4 KP-H4 75 (BRI B e AS
H IL-5 KT8 -5 AN FRUE O S0 AL WU ZE ) &
AAT S YEAE T I Treg , 75 22 TSR A I PRAF
god BELH AS 4TS A AN T IL-
10 F1 TGF-B , ELA5 Hi 46 R Jin B e s MEVE L
Th17, %5 4% 52 A& RORyt 2 SC, Hops M 4
MR R IL-17, —3F58 N R, Th17 BA 2 K {2
ASHEH, Treg/Th17 J: i J2 A2 i AS i J iy Jii [ 22
— L B HFTXEF IL-17 78 AS PR, 258
—o AR IL-17 0] LIKE i IL-6 k7 40 fif-E 5
Y1 R AR 75 00 i PR - S AR R AN TR 1% 43 b, A2
AS' AT I RTS8 M TL-17 K-S oh J 1
Th17 %A AT e B0 200 s 2 MO UL B8
Frg Nt CD8 T 4 rE AS A [l B B 1 HI A
[A], L HH o] i ) 28 FL R FUBORL S B A 5 19 B 41
Jid SMC FIPN B2 A i T4 o AS BB & R, T3
PRAEAZ O B, 38 5 TNF-a 43900888 4607 L 7EBG
11 AS v CD8 " T 4 it i #E v HE T2 Thl 40 L3 m
G Ub TEN-y {2 1E AS HEFE FIBEH A FaE ™

T JI 88 11 & Ak e v A 2 s Bl AR 7
JiJed B 4 B B, 0 % 5 4 Y (antigen presenting
cell, APC) ¥f5 51516 45 T 40, 51 Naive T 4l
TR B B RO T 4, CD8 ™ T 4 i 43
ZELER OB B AE R TP R D e, CD4 T T 4 i K
T3 IFN-y, 3458 APC $t i 42 22 D g, 4 B b
o TR AT 3 TL4 (AN Treg A 1
A E 774 IL-10 F TGF-B , 1 450 frb 98 i ™
T I e R B B, SR 22 B SR S A e e i, 3
T 40 FESE , P A B P AT SZ R-1 Ik B 40 3 Ak
FEN 3 T R Al e e ER E F B 3 4l sE T
IO B LR S L 4 S A7 A A B DA, 5
LS ws b, SR R

(ORI E g e

Ik 4 R ST OO T A A RS = A i
FEARAST, LAY X B & 5 IR T 5 SR 3 K B AR
AT E R, Y Warburg 2500 . Warburg 200 J2:
AR R B AR E A TTE AS
b5 LS U Lol L P TN 2R AR > 3 ) NS 4 1 I |
Ji 55 e RERATH , SRl AR K S A SR AR
BT I 2R R A 4R Ak 85 12 k. (oxidative phosphoryla-
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tion, OXPHOS ) % 75 g 2 bl i 96 A 38 19 A S04 19
i PROMIE ST o, ML TR G 40 = A
BRI A , 10 M2 78U B 20 i 32 24K OXPHOS 5 g
R AEAL ™ o BB SR B v B 40 ML IR R 5 AR
(B P A AR O R S (Gt M40 N PHL (BB 2
3B WA A A g AR A PR R - TFN -y AT 5 5 4
T -k i S -2V I 3R K 3 AR T A T A )
M1 AUAR AL 5 T TL-4 ] 3 2ok i 1 ask 480 Ak ) Tl K 34 4
P 52 A y O K 18, A R LR A i 5 i
FAVELAL™ . oxLDL L A 38 L W 200 A1 9
Witz H 1 A (glucose transporter, GLUT1 ) Fl 2 B
PG TR, G AR T e B S 7 L R 28 20 B 1A
TR R R R T B I T . 7
Jii) TP 1 52 i A A R o g e 5 | S SR A TN T fig
A5 SRR ST — R R A A , 38 0l 2 EE R A
il 7% M ok 2 45015 5 I F 1 ((hypoxia-inducing
factor 1o, HIF Tou) , 5 5 376 P 460 14 77 A= I8 20 4 18
i 2P SR A TG R S B LR L R
PR S 585 B A

(=) R AL o el AR

Mo AS b, RAE EL R AN IS 22, m] 530 MMPs,
T MMP2 F1 MMP9 ‘&A1 A] Ak 240 i A0 L o, 5 350
B AT L A AR e A IR T
L5 % fifk Til; MIMPs {1 i 41 i AL o I St , 1 i X ke
AR o IR 04 A K 5 R RSO T 40 i 5 4t A 411
SR A AR FH B AN L R A i T Herbr, B
4 MMP 205 1 53 9 9 Tk S 2l NS 19 26 )
At/ IR R NS NN Y S N T S N
A

(1Y) A= 1M A8 B

NZEAS BEH SR I )2 i BEHR Y Il 4 2
OEFEEEH EMARE W EER R, AR
OB MR iR T B IR B4R BT 5T AS 2
TR A BB, AS 728 & e B v, 2l JikosE 15 J5
B AT D K 2 BRI AR SR, R B R
JRER A EIE MU IR AR T HIF Lo
FIHIF 200 25 5 W i, B 78 B 201 &0, HIF 1o 1
HIF 208 5E 35, HIF {9 33K A] 4 i 18 P j A4
(PR N (10 R e e o SN e N 1R =2 5, A= 2
GLUTL B3k A 353 A= 48 AR B R 1S I i 487 38 455
P TR 8 A 6 R FRBE I MMPs 1) K3k, S
AN FE RS A B T A FE ™ o i AR
ML AE T JX 3 e g 1 A4 A S AN ml B i), 229 g 2
K21 ~2 mmyglh 75 200 AE 8 7 AR R AL R RS
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R, [FIRE R T g PN AL AN 2, A MBS 5 75 4
Hahn, e s A O R I HIF 1o Bkﬁ’i,ibmﬁj
M A I P 7= 2 B A I TR A,
TS H B W 20 ﬁié?éﬁfﬁlﬂﬁff&fﬁi MMPs,
ok St A JHL /S I, BORARE S 30 2 B, o A B T
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nlb %%%

J\?‘&# TRRE LG (4RO B i B A
WA B I P, REURIE 5 AS SR B BUY
e SRIMEA BT 22 R WA A 7, ik LA B A PR 2R
KFR o HIK, KT W Z B 05 FHLH B 5 A TR
A SRR TE SERE R B8 SO0, A AH {38 2
T EAARVE R R e 4 B B . 88 RE FN AS 1) R R
JE A VF 2 2L [ fa 5 PR 2R A B B, IR A
AR FIAR B2 M L], A R T2 B3 RS TR YT
vﬁ/'\ﬂkz\%ﬁ*ﬁ%mﬁﬁﬁ I 22 % A AL AR 25 )
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