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Abstract:

Air pollution is a major challenge to public health in China. Fine particulate matter (PM,s), a
key component of atmospheric pollutants, is closely related to the occurrence and development
of cardiovascular diseases. Therefore, based on existing in vivo and in vitro studies, this review
elucidated the potential mechanisms of PM,s exposure in the pathogenesis of cardiovascular
diseases from the following aspects: oxidative stress, inflammation, DNA methylation, DNA
damage, apoptosis, and vascular endothelial dysfunction.
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KBEBFRETRTES) . BHKD WSHEE
KA FHEY. REBHES) . ST (8
EENBRSTRER) E0, BRI FTENRRSR
ENVERIF RIS EZMBERE.

PM.s FUSRIRE 2 EHE © (1) EERIE— R
KL (EBFETERNERFLameanE ; (2)
UHER BN SMAERRRIRETAL ; 3) KRS
SR SREI U ERNFEN AT (EBE
MER SR SHBMRMAER) o RRME PM, s HIFRIR
RE, ERIR. EMMEIRIR. [RER SRR,
T SREDEIET PM,s EBRR - 2,

2 PM,s BEBOIME ZRAEHRHR S FHLE
2.1 |

SN A ERARENSTEVRRKREN
SR, Hrad T ARNXRESBRNES, &
MRV IE &, 2 PM,s BES|EOMERFAR
ERNEENSIZ— HA, HEMSR (reactive oxygen
species, ROS) 24 S EMNENERELEEAL
A ENEERT Y, GRARER ™", ROSEL
RERESEME. =O0A. shKHEENE O M
ERFIRBMN K B E ) % B Ntziachristos & V7 1
B, PM,s AR D HPRIEETERE WS EEER. ¥)
B EZEIBFFROSEM. SRUNHELERN, APH
RS- E. RTENBEMYIEZWES (superoxide
dismutase, SOD) FEEMITEMHNRAZLAERBEL
L, Long & 1 3B 1T PM, s B BB AU A R 58 Bk A K2 4H
B8 (human umbilical vein endothelial cells, HUVEC) &
BY Kz Balb/c /)N BR 4% BY & T 2l P9 K7 4R B Hh soD J& 14 BR
SRR, TTREaEUNENAERENSNME RS
MFBo GuanFE W @id I PM, s BE 12 AR SD K
RAZRLI, PM,s I 5 R EhAKEEERH BIEZ,
RPN SRR AR RE L B S A RS, MAZE T E248
% [& F 2 (nuclear factor-E2-related factor 2, Nrf2) &
HTEEERFY ML ENEE 1 MERCERE 18
mRNA S RIAKIE T ' HRI LR EIFEROMER
g, xuE & cs7BL/6 /NERIEEIESS, PM,s
FBEJAEIEMNR X T FnaECERNKRE, HiE
i c-lun SEKRIGHEEN SNG4 ESERERS
HAFRR S E=PTMIEM, 188 PM,s BES | BUERBEX
FURYAR R4, 01 B4R PR Y7 o] @ 2 PmAs a5 A2
CHERRFSIEMNEANARNERIHE—T A S0Mm

BER G P,

ItEoh, S RINMERIEE RS PM, s REEIF S0
BERURBEENEEKS FIFEHITTIRENRR. K
— L% IS4 HUVEC 1T PM,s IREE R SF LI, PM,s B
B rEid BRI soD TiAS R LAE, Fhilid p3s
“AFENERRBEN SNARIMNEITERRE /AL
KEHRFERE (ERK/MLCK) (5S8R K E & N8
BRIEHMERARAMRRGRET X% ; Wang F 2 7E
PM,s BEEHIA R Hoc2 DR IRERE], PM,s AT E
ETRRERIHCEQRETNT, FEISIEEEL
YIESE A 5 RIAFSEWEB L E RO ME RSB
Eil. ERXENE, —EhARS W P 5
= AEAEE P LA MR PV, REFFBE L
Hi1n, LURZIXFHEX cvD BR34BT,

2.2 RIERM

RERNEPM,: RESIENEESHEMRNZ
— 7 pv, BE T, NARALSRKR—RTI4HAH
AF, BIEMEIFEETF -a. BN Z (interleukin,
IL) 51z REF -«B (nuclear transcription factor-kB,
NF-kB) &, NMENAEN—RINFE RE RN 0
ME R FMFR 5. Dai F ) FF HUVEC AN R BIRE
B PM,s BEANER L6 BIX L, HEERKTEL
BREREIFSEEF 10 WRESZEN, 5IKRER
N R B AR REAREETERE M. BiEMENNZE, Zhang
& D) FF HUVEC S84 T ZRRE S8 5 1 T A B 5
FrHY PM, s LB IR B 2R T 2 4% B R 4RAE B A R 4
FEEMIIRIES ; FY, RERFIIL-6. IL-8 KMl
B HEF. ARREHMEFHREZRETE
R LI, 1277 PV, AEE R FE A ARE M ER
REMMASERRERNS RENENE S,

FEMREY, BEREARERERNFEE R
EMERE, B T2 OMmEME (NREHA
B, O RNARRE R ohBk g AN ARE) BIRIFIERRS LT
BERAHBRIFM, MERINEERIMIWIELS
ZROMERR (WEhBREEL. OAR) RE
GEXEKS, UER BSERSHEYMEEED
M PM,s BREFHUVECHERRAER, IEL T RE
HxERNAMFENHEF. ABd2EER15H
REEEEEER10FRELA ; AN, £8HRS
FERDITRT, KERNAE—F @IS EHRES
NEMNE, RREFEBMRHNEE, B, KN
2= BI5@T PM,s 23589 HUVEC R R4S HH B RS BE AN A S
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55/ E R MBS B/ HILCIYBIMBREEER (PI3K/Akt/
mTOR) BT S0 B MR £ RIER N FHIER. Xia
FEBRE T PV, BEE/NE EIIKRE A (mouse
aortic endothelial cells, MAECs) #R B P R[Sk EH 2
ENFBEESBRERTODMERARERNS B
W&k R EEER,

REERRNFREH—FIER T KERNIE PM,s
HevD EELFZFNEEIEM, OstroE 34192337
2% PM, s RENZ B HTATIARL, ZiXE
KNS cvD XM R ESEIFEY - RNEH K
EREEAS, BTRPM BBSRIERNMNTZECE
R ME KRB XRE X Riggs & B¢ @it 15k
BEERZHERAFIZAHN 100 B2 5H5MMER
ERESYNMEERE. MENEEKEFHRIEK
F, IEEPM, s BEEAUNBRRKERR ZEE
HS5MEINREXEBXE, FSBCREEYE X ;
Su S B 7E PV, 235 AY C57BL/6 /N AR L AT R IR R
FEBRMZHENR, 5 Pv, BB ISR AN ES
BB/ E B3 B/ X KB REF 1 (PI3K/Akt/Fox01)
@K EE ERAEL, #MEBVNEOAEE
SILIEER 2,
2.3 DNAFE(L

PM, s 2 511K DNA R ELIEIRIE X FRIRIHIZ,
HEETE M DONAR, DNARREMSEARIBTERN
ERERSHEXERRTIE, EOMNERFZNER
EhRESEER ), REEE P ErM, 2ENBT
O &RRS i E DNA $2 1L ES K2 DNA FR B R TS BE Y
mRNAIZE NI ERSFIERFE L, 3RS DNA
BREMIEE, Wang F ) EE R ERERIEH KB
PM,s E A A B W KR EA.hy926 AR & & I, DNA
FREL LIBT3 |2 DNA BRI M ARRRTE AR R ;
JiangE W D ARPRER P EENRECMNE
RS K. DNASH]. DNABERFXERASH
MTT 7ZHDONABELKIIR, NTIESORNEET
ERPE
2.4 DNA#f5

SRR 43| F2HI DNA IR BT BE 1L N
MRRTE, FiBIRTERRIAKTE, 5IEMHEMA
BEE. PMsERETIYMIMNEBEH K, HIEFTHHK
BHEENRS (0EH (o] ) aTEAEAEEHE
YIS 2B DNARE, AR EAB . DNA
HERT Y. IHER R B EREKIM. DNATIEYINEEE

&, Asweto F P IR A, K FH (o] EERIfE
HUVECHIRE AR F T G2/MHA, EEEZENEES
M, T8 @ P19/ BSR4 AN S
IR BEIMA R DA B T2, R PM,s A1 1E
5 DNA W 553, AR EA . dpgiEinsI LIk
HERZEES BT, FHONERSHIIZR
EEHIT,
2.5 ZARET

MR T RARNER ST, EAEXNTFZH
REVNEWHESEERBEXREE, AL, AT
HRENEELSEMERNAELEZTIEX, 5
RAREATHNEREECRZNAEN SHRREE
RN TZENSHINEERE, MERERGN
SRR BT IREFEPM, REFSIENARSM
X BIER ", PM, BEEARABATURMNEE
ERBET. IBEeEcCHNEMaRXLaBkERE
(caspase) KIEB AN AN SHM AT LERET
EAMNERSUTINEESSE ™, WEAERAR
WRE, PM: ZEEIFSNARATEENOME R
FKEETHEMHIEENG iFY BEEILNR
BRI, JESEPM,s B BUE NF-kBIERIE SO LA
AT, MMRMHIEE O MEINEE, FLOAET.
Ren & 81 7£ PM, s AT IR EX B NI B BT D & IR 1R
Bh RIS ERZEFEBENT SR ROS T EEMA]
ISR 2 DNATRS, HiEt— P IESHRAT, S
S8 O SRR IR ThEE TG,

tbgh, KREASPLL W FFETTE PM,1ESF CVD
RESEFHERRET RZEKIE. YinEP 1EPM,,
REEHMAEGERRIEXL T RIERMNBEIFA L
Bg-2/81 5 BR & & B B8 / 81 5 BR & £2 (COX-2/PGES/
PGE2) NMENABTHEE, YangFE W ERET A
EIRE PM,s B AC16 A AILABRE AR & IR ADRB2 B FHY
HEREL, FHETEER'S EIREZ K/ BARELAN
F2 S / & 188 B (B2AR/PI3K/AKL) {5 S EBERIBZES D
AR AT MM E IHAEFERS, Wang F P42 H, PM,s
0] 42 P53/Bcl-2 18 X X Z&& B (Bax) /caspase i 1 5| i2
HUVEC AT X A MM, (R shBKSEREL
NERERRE, FHILRFIRZ I, = OERTT. A
REFE. HRX. BRITMEIFFE S O M EEH & ERIX D,
2.6 MENEINEEZEEL

MEARRMEEG BRI RN BIEIE, 88
REBRAMRPECEZNTURRBERHESS
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—RYEEBNKERE, NmEMNET. KERFH
BREBN. MENFREINEE. NEMAMIRMEIIEE
EEFOMERALEWNETEEFPINEEEEN
A, BEMRIESE, PM,s XTI ME KRNI
BEEEEXM, Ho @I EESERSEREER
F 3 LIRRUMZRERER -21 IRK, INFENEREE
HESIEIE T 3/ EREEEREE 9 (TIMP3/MMPY) i&
BERMEARABSHEEBNRE, ERMENE
4 B B9 38 35 1% BV Long F ™ 7E PM,s 22 BE FY HUVEC
HRAIRE K, Balb/c /NRAREL AN, PM, s @D BEER
HIMBEARERKEFZE 2 BE T FLNEFVER
BES /HREIMA T E BB (MAPK/ERK) 15 S 18K,
RASEARAMRBESE LI, WIFNERNEFRE
{EF, Haberzettl & P2 4R H, PM, s 52 58 A] @3 BE D
ENREKRAFRENRENSNERFEEBHERL
KR EIARALBAENE, #MSHNE
NEEBEINESZH. PM, BES|IEMNER - ME KK
RAGRIKBEMERNEINEZRIEER, SDAR
SERTREEA L HUVEC AR SERITIN AT,
PM,s B B @ ALEZ R F MBI Lo/ X BEEEH 1
(IRE1a/XBP1) BN SN ARITEEB RN 5| EARR
MR, HEHEIFESEF -1a WERBEEBEET
SIRMEZEKRITRES ; SEREPMBET
2 FENEL RS/ ERBEER -1 (MAPK/AP-1)
RELBCENSME BKE 1 1 B AKX LA R
ME R INEEZEL s tboh, X3 Pm, s BEEHI AL
BEANRKEAhy26 Al ERAERESF D INERRE
™, FBBIRSEEF (TNF) 558, RERESER
WEMIGHEZAESEE. MAPKESBRES 5B
SARAMIRGHNERER, I Z50NERAR
R, RAEFMABIZELFEXEX *5 Nwanaji-Enwerem
L3t 552 ZKAAPM, s BENZIAE, L4500k RFE
W FE AR IEEREL SBEEXRAEXY, IEEA
FEINREARE WM E AR MI R . 4HRE 81 Fb M A FRY
RIAKFS DNA REWNWIZEZEEX,

5t EE, MEERILEWARNIER PM, 15
SLMERGNGIRETHNAES A, BHER
ML RABN R BHBREM, LangE " FHEEFR
EBPM, SEHIREMNSDARKREAR LI PM, 5
KREE ZHALERNR, ANMRINEETE
HWRZEATRAS—RIIXENF. BIMEF (WHR
AF) REEEATREFLMEF Xa (FXa) B9FRIE &

B, TRIMERNKESE, HE—FSEEREELER
A1

3 FiES5RE

HER, BRINBEBERENIRE T KSSRY
(W PM,s BE) SWOMARFKNE N, BXOME ST
MR TEBEIRET PV, IRGEMERR AR, 18
HfR. FARRERIERNSG 2%, @i ABERIT
FEARMNA RIS T PMs RREEIEROME RS
ERPHNEBMAE ', BEl, XTF PMys XL I1E
ARG RERTF PV, EBEXNAREMY,
AR RS R NE X BT S ERNERNGIERD,
WAL EEERA. ERINLIRR, MWL,
RIER . DNAFREL. DNATRG. A AT 5mME
AEINEEZIANAE DY, RAMRITHERT K
S PM,s REXTOME RFEBRATERREEENH,
REBRIMRERFFZERNHE, BNEEUTHE
PRI : BB E—, KIARFERENYIEE MR
LRI, DFEMFKFUZIE S BERAREXIE
F & R BRH, KRS PM,s A B 53 8IS 1AL 61 AR
RAREE, AL, KRARAENERESHSNE
SRIORYER b, @ X E M, PR O HEIEE
FRAURGEI B RS, B RSHARIMESR, #
—HIRIT PV, BREXNOMERALHEZEMERNK
IhEeIAE A ENEE RGNS ; FY, HXEEN
SRRAACHRHELER, NiF—F XKEEXESER
BREPM, ZEXNTEENEYFIIE, AT
AT AEEEERIE U REN AR EFSETINA
EIAEN . FETRANRRPM, s BEECDLKELR
RRRERKRENSE, XFFEEPM, BRI AET
XK, REABEBKFEFEEENIMERRE N,
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