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[ ABSTRACT]
tant pathological basis.

more attention.

Cardiovascular disease is one of the serious health burdens in the world, and atherosclerosis is its impor-
In recent years, the effect of environmental pollutants on human health has been paid more and

Some new epidemiological studies and experiments have reported that environmental organic pollutants,

involved in the occurrence and development of atherosclerosis, is an independent risk factor of cardiovascular diseases.

Evidence shows that it is related to oxidative stress response, cell phenotype transformation, dyslipidemia, genetic changes

and so on.

This review summarizes available studies on the latest epidemiological studies and experiments of typical per-

sistent organic pollutants such as polychlorinated biphenyls and per- and polyfluoroalkyl substances so as to provide refer-

ences for future research.
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BE BRI BE 1 BA S BIF 5T 2 B B OR 7 T B R T
PCB 5 /DAET-ZAERER CVD A K, 3R 7ER LA
Wik PCB 5L ATRESZIE CVD A K4 . WA HLA R
fAEEH &, PCB Ml OCP KA RS CVD 1 RHk
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FEEX 51 921 BRERIENS 53, kWA T15 4
Hi X 2= N 25 S ) PCB( =3 300 ng/m’ PCBX4E) 5
BRI CVD KBS A B R, 5 IR R H s —
WEFEAEE NS T PCB 5 CVD X RIIFSE, X
AR BT ELAE 3 TR B HAWB T TP 4k 22 5K00E

3.1.2 3 RBR LI RBFEY EBFR

H A, A T Al POP, &% PCB /5 As BUm P
TR L, PCB [F R Y451 Z A0 S 801
PEML 20, 22 5 SN A X I % EC TiEE
B RSl A T I I A i 3R B A T 0 S TR
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7350, miRNA J&— 28/ N IR AR 4 B RNA,
WFFE 7R 5 B9 miRNA 0] LU S 9815 As 5y Bk
MFRIBTE As KB KRR RN, Wahlang
AEOR AR TR EC B8 TR PCB IRA Y Aro-
clor1260 1 B 98 4~ 5 CVD AHOCHY miRNA Hi A
21 A AR T AR GA K. [F BE B B T PCBOA
2,37 ,8-WUE I X —WEHL (2,3, 7, 8-tetrachlo-
rodibenzo-p-dioxin, TCDD )t 2048 T HFIE 5 As 4
JH miRNA B K350 ) XS BTSSR PCB 2
5 AT BEIE AT OZE miRNA F IR 532 0 0L 45 448 6 266 Bf T
43T (vascular cell adhesion molecule, VCAM ) F1Z iy
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Wz Bk B P B R E (carotid  intima-media
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WA AN A2 53, W5 K BL PROS I 3% K52
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9 KU e ) B PRAS B85 1T g 5 fa A v
AR B RRER — N EkE R, 2 Eikes
fif: (acute coronary syndrome, ACS) & 6 (> 5 i) — Ff
JREEEAY Li SN ER XS E 355 T2 Wi ACS
o %] BEBIE ST AR R T, 2R 7KSF- (9 PFOA il PFOS
FIRESSHE N ACS SRR . LAk, 5 PFAS A ¢
FIRFETG R A S CVD ATt 2] T FH A,
Boafo %7 W58 T 2007—2014 4F- 3% [ [ 5% {i B Al

B2 A (national health and nutrition examination

survey , NHANES ) i) 505 , & B[R] i 2% 88 T 4 J8 Al
PFAS BLEERTINAMA CVD KUK, 3l AR PFAS &
FEKT-R 3G N5 B CVD 5 IE A G, 20 N7 T Il
i B PRI FIARIR DL S5 AL 58 CVD &R R 1 B e
R PR ER . HR A S5 [ R B gt 224> 2 <7 i) CHE B
SIBFFEEN R /R, PFAS 2 5 CVD FAFZ M BEA &
1L N S U AR R S S Sl i B
o B RAEAER — B

MAEFHE IR As KA R ERERERZ
—o HHl, CABZWATH AU 50 A R, PFAS
A REIE 5 I i A S e R 2 R )RR A HE
TS AHE As IR ARG, Li 512 4 7oK
LR K R ™ 75 G 9 SRR T B 3t DX ARG
IMLAR K5 L5 PFAS ZKF-, A BLELLE PFAS 24555
ML H BB B DIAR G . Morgan 451 78 Ifi IR Wi i
TP TR A X A O I, e BT TR I [
(total cholesterol, TC) 7KF-F [, [F] it PFOS 3 4H L
TR SR T8 PFAS 5 M iR ZE ALK AR /Y F Ak
UEHE . 5 =R AR LA 2R 4 A B 7L 74 A (pro-
spective investigation of vasculature in Uppsala senior,
PIVUS) K35 10 SE A1 B FEAR W ZE BT 5T
[¥) 8 Fft PFAS 1 47 6 Flt PFAS 745465 1. 3 R 52 1Y
AR IEAR G, Xt — P 35 T PFAS ik 18 A\ 2E
B AR P VR T, SR UL, PFOA (PFOS 5 TC
A2 B AG 25 71 BH [E] B (low density lipoprotein cho-
lesterol , LDLC ) 7K i 35 AH ¢ | 5 15 4% B g 2 3 I I
P& (high density lipoprotein cholesterol , HDLC ) 7K~F-J&
ARTCAR M, M HABAY PFAS 5 IR & A R 77
TEIEARSRE ARG R, RUE PRAS I /K51l
i S A A — 2 R DI (HL 2 HE v A DR 2R OC 2 AT
SRR, X 88 5 B il e ALy 5 PFAS 22 AH
SeBY CVD Pk, (AT
3.2.2 PFAS 5 3R i A ALALH) 5 B0 7

Wang 550 1 3l 4 52 36 % B, PFOS 2 8 i ke
ApoE /N As J S I HEMBESR Sy itk . LIRS
W1, PROS 1] fig i i3 NF-«B {5538 % I8 15 F w41
JiL M1 e 58 2 BB Ak, DT 384 53 58 AE ST, A2 1F As
%, X5 PCB fié #F As MO HLHIAH L, S8,
PFOS Jiih NF-«B {5 75 38 f AL i AT 28, B
73T AL R e — 2D AT 5T

A JEAF b PFOS B fig LAV BEARS 1Y 7 =X
755 EC A BUE AL E H 22 H= A, PFOS B5%
FEA Y ROS P E LR R Y, REET
PFOS I, AL EC B2 i 3 1 8 2 (A Bt 1)
ZRESF ML 8 F % AN R A S BRI AR
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M As f R A KJRITFE, Ghosh 45 HIA A I
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OCP $4J3 1 384 558 35 52 750 0K 5 P e W2 e — A% 1 TR

2 ( reduced nicotinamide adenine dinucleotide phos-
phate, NADPH) A fL i %387 /E ROS,ROS 5 NO
BRI Gt A, NITREAIR NO /i A= R B,
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ﬁi_“'\M1 CD163* ‘ TC TG LDLC HDLC tHEMIRNARIZIE KT
9 B2 4R [&)\ 4/7,9 \S{L J
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1. POP SN0 3 Bk e A A2 4L B WL 3l

Figure 1. Mechanism of POP affecting atherosclerosis
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POP fEAEARAL I fb 24 25 4, DT AT 2 RU A 25 1,
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