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Abstract

Rheumatoid arthritis is a common chronic autoimmune disease, compared with the general pop-
ulation, the probability of cardiovascular disease is significantly increased, and coronary heart
disease accounts for a large proportion, traditional risk factors leading to the onset of rheumatoid
arthritis with coronary heart disease are diverse, many new risk factors such as inflammation,
endothelial injury and so on also play an important role in the pathogenesis, early detection of
risk factors and understanding of corresponding treatment measures play a positive role in re-
ducing the risk of disease. This paper systematically reviews the research progress of it.
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1. ik

KIS % (rtheumatoid arthritis, RA)AZ —Ff WL A4 S 1 B S e M, IRIRRICAIENME, &5
PE RPFRIER) SR, NGRS R L EBLL. . B IR RIREZA RS, B
RN, B AAE B AVRCE R . WU A0 B i [ 1L R 00T T, 45 BB R BRI IR v o

RA 7t FL & Hb 1) B SR Z 9 0.4%~1.3%, 7E Rochester [2] R 5T BA B B, 2ok (284 Fs
RS T B, AR B NBE G AR AT RE, 60 5N RA FIE R ERS, Lotk SR 2N B TR 2~3
5131

7E RA B, KL 50%HIA0T & B0 ML 599 (cardiovascular, CV)is i), HAERI RA B35 K4E
CV MIMEZR T 5, SX RN PR B E AL, RA BEAE CV IR R HMfE[4], #FT RN R RA B3
AR T8 AT 5 K 2E 76 00 (coronary heart disease, CHD) R/ XU KRG I, 28 rT1E RNiFAS CV i—I
AL fER R R [5]. CHD 1 &7 WL A e bR 2 ik 5K £ B 4. (coronary atherosclerosis, CAS), HAFEA 2 5E K
A= HRITUTRRAES AL BESR I T R 6] MUEVERE SR, S5 CHD B FH AL, & RA K EE DR
BRI NVRIT 5 R AT Be A 0 LA A ) U3 I [ 7], a4, FE3 A R m Fodie s Bl R, S5
RA UEBE M, BA RA MO MAEFET RGN 45% (8], SRiext4HIL, TR RA B
G RS AL e IR B K SR I S 2 . RREEAP R FE S [9], fE— DU R AL s, RA BEHK
WTEZMGHBE, HATERE RA S P RIS AR R PE S N2 0 vy, AR R ™
#H[10].

2.RA 43 CHD R EE
2.1. G RKEE

Dalbeni [ 11155 ATEXTE#H BATOF ORI RIS . U MG WEIR . MRS 1 Se R R 6F CHD
AT E A B, Hh R AT SR — DUk R 2, WA — I K fa R &, H
NATVIEBA TE R 77 T A B ), RO 5 B P2 B IR R BAE G, RN RA MBI R AR
WA IN[12], 7 RA B PRGN K BT S0 CHD B0 AR i, Horb i i A fig 5% &5 Eik 50% [137,
E—TEHE 6000 4 RA BECPIME 5.8 F)IAMEVFFU R R, WA i . e IE [ & A s i) A
PRI XUSE, DAS28 FTILIE FHPE 0 I RS fE 22 S5 IR 2R AH 2 [14]. Al RA 8= CV BIRE Rbr B4, B4
LGS N 2 DA RE TS /0 M RA B3 A 91 CAS XS EAT A B EAY, —28 RA FRRMRE, Wik
WSS IEFI SEAR S, AR AL 78 73 T o i 58 RS (R A T [ 157

2.2. REERNMAKIRE

EAASCHRIT FU 4 AR, AR G008 SE 6 IR 3R A S A O IS RS N EAI [ 16] [17] (18], ok
2 IE SR R B JOREAE CHD T2 SR AL A & SR8 AI[19] JOAE S NN YA S 2 CHD 13
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HERIALEH], BB FERE A BEER T s T N R T REREAS, BT P B EE M RN, RJESE AN LDL
ST RN BE . LDL #5800k E AR MR i, WA i 4% AR Ry R AN i o o 5~ 4 M 3 B
ARG, A S BUNE S EMBE I . Ot 452 HDL-C MHtE LaE /), IE% 1L T HDL-C
A LDL-C A6 I B E JE B A B o 7R RAERA T, HDL-C KA, 2T 2 H b i
IREST, {E#ET CAS HITER[20], FREE RIS EUSE A PHZE . St O JUUAE BT A i /55 A o 25 712 2 0
MBI, C-J S I (CRP)AE S Bk i) s 5o B SRR IR, 2R E T8 id CRP Ak
N, CRP 7E CAS FIH A Bl R B, /&M CAS [H—TiBUSIE R, AT#EE RA &3F CV [1—Tik
SAERRER[21]. BRAMERIRZEZ AN, SOEHE RS CAS TR ISR CV KGN, 7 ThEE
PEAG AL PR AE RA 53 CHD g5 OCBEME F[22], A R D RERRAS I 32 B AE (2 R 4 i Rl 1~ PA K
YRGB 7 B B RAA (23], AR 5 4 B 9RE BB YIAH DG, RA & 9F CV I B 185 715 N B2 AH A
HU(EPCs) S S FI TN BE 240 [24], FHUEF A K D RekRig B i i, EPCs 42 R B CAS 7™ B F2JF LA S B Tl
ISP P

2.3. BBRHE%

FEC CAS AR B AL A s IE [ BE(TC), I %5 2 IR 25 (1 IE ] B (LD L-C) Al iy 2 12 i A 1 A [ e
(HDL-C), 45 8E RN [ fEIELRY 1% HDL FI/K-FHII0, RA B @A MARRS, 1E— T Bos
RA HBH KN ELT LDL-C MK PR F(a) A F:80 CAS, CRP (B AT RN 2IE K, 5 5 5 it 4
PRAH (4]0 JAE T RESS & RELbAL Gt fa 0 N 28 R A e, Wi iR, WP 78R CRP 5 LDL-C f77E— &
K FR, RA BHTEACE SN E 88 SRR I IRZS I, R DUR I i SR P A o 0 385 U, BT RO 9 B 48 i A
A AR B IR 5 A HAth A Gt fE R TR 25, WA HIDL BH [ B AN HERE 77, kI LBl 35 98 RE I [ 9 6 T B A1 [22] o
RA B2 ML = % FE G B AL T BB A T, BRI 4 HE B A 2k 5 81051 % % I 25 1 (High density lipoprotein,
HDL)IhREFRAR, B35 T HJFE AR HE 2 B 5 55 A (Low density lipoprotein, LDL){i£ CAS K& /1, HZ&BAF
WHFUR I 5 R A RA (E L% e 8 1 5 v 2 P R 2 1 1 P B Bext HRAH o, L S R AN R )
O ESE R E RA BRE T IRE IRET R, BUREAT SR A B, 58 EARNET HE
—EHLR, 5l CAS WIER[25],

2.4. HREEF

PRAMIEFE AT AR 1 ] RA FH G 985 SRSl O IS 73 IR AR OB AR, 2R RGBS 28 el R Bl Bk FE A A 2
F E BN KA TNF-0 1 1L-18 FRAkHO0 R R 0, 3 20 Bk /1B LS P R 40 A TL-33 A1 IL-33 Bl I8 3 i,
XU R IR RA B3 (4 A AT DA RE ORE K 2E AR BT, 7E AR ST L IL-18 AT IL-33 KERIA,
T 3o e R AN N G N (I SR A R B K AR AL T 261, RA M R 142 R A0 B IRl 7 TNF-ar.
IL-18 8K IL-6 52 2 H 3 f5 K& 50w [27], % CHD A BRI R B AT MR AR 0T 2 80 CHD &3 i
[ IL-6 7K-Fi TR, FEBFHR L sl h, IL-6 /KT BT . DR R, 1L-6 (st B ia e it
TSR IEARM S CAS HIFE K, TL-6 A BEAE T BEER 5 3 P (7B fEAR B [28],  [FIA 5 iR B ik s
AEAER M, & — TS B R R [29], TEMSsh P SORE @, 1L-6 5% IL-15 RIE(ER, IL-18 =& —Ff
AT DU E 3 5 3 AR T2 1 2 PR PR (23], PIIMERBEER k2L, Ml CAS HIREFE[24], HrHkRL
YA TL-8 AT b MR 2 i 40 BT B AR #AE BRSO Brh R AR, CV AL i BAET: 5 IL-17 2K,
TL-17 & —Fi e A T I 4 RO LR B A AR B IR 7, RT3 e L 8 I AN ifiL 442 B2 B [30]

2.5. REEE
WAL T MREAHIEAF/E T RA & IF CAS B IR A, eI FIER TH1 A1 TH2 4147 7E
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T CAS B, G RIEREEMEH . CD4+A CD28—4HH R K& M BIEE 7 BRI GE, B
YT S 2 S K R AR AL I FE P S B D B, TR THI 40P 436 W 4 B S 4 I IR 1 S 300 7 sh ksl i
fEAG[31], RA 3% K& 1) CDA+FI CD28—4H i AT LUK fo 9% i 82 4% m) TH1 40 A5 4 W 48 8 A 3
Fik AR A R 1 R [32], MR At mT oK S E BT B% (/R F AN 80 CAS BER A Ra e s 5, in
KT CV REMMRK[33]. CAS R4 &—F RS, BF7EIAA CV A RA [ %E LI R 2 1A EIZ
b, AR EL SR I S B Th RERRS /2 RA AW BIARYR, 21 Th17 4URR el {23k 2R K AR, Treg 41
N CD4+ T A A i —ANERE, BT DAHD 0SB B RL8 T 40, 75 | SR s i 4 EE/EH, Thl7
M Treg Z [AfFAE—F-PH7, Treg/Thl17 KT HKEW, RA BN Thl7 20380, Treg 40k A
Sl F e E kAT, B SRR EAL[34]. RA BHM) CD4+ T 4ifafik CD28 1) CD4+ T 4y
(CD28null T 40 & HEH ABETIIIRAS, X PR Er e DAE i R R A, 75 BRI 72
BARH T E S AR - R EEREAMT) AT As #15¢[35], IMT A] LRI 8N4 1R O 1L 354, Tyrrell
LENAET TR R RA B IMT 35, d3E—PEst T —450[36]. Hi/RERE H PR (ACPA)Z RA
izl fa b5 —, Sokolove [37] M [F S M A E, £ B kbrA 3 kA BEHR ) & 5 RAR ) R R AL
AYEEARTEEE, KT ACPA #iHT RA MW i, &M CEme 7 5% mAAm LA
RATEE R [38], N FRILAF4E L A5 1 ACPAs [1)— e JE F Srbidh C4E B RA &9 CV BB TEAR
E[39]. BRIbZ AL, #MEIE RA A9 CHD HtH|—z rIsgmfEH, #MAR—FR B RA Jith bR &
Y, AIES SO KA S CAS BEEL, RA T 5 AL 4MATE (b3 n A f DR 4 2 RE R K &, 25 CHD
R 8[40]

2.6. §F - MERKERS

B a - MR IKR RGU(RAS)E RA (R R P2 B . RA BB 1 I I 55K R e
el ACE)HI/K-F T+ i il Be R BRI, RA & JF CV RN IRIRIGHT 7T R W] RA RN ) RAS
AR5 CV XU HE nAH K [41].

2.7. #fE5 miRNA

RA &9 CV BB AL TUIE A R ifE— PR, b SR IESE 2 A B 41 e bt Jt HLA-DRB1*04 5211
W ThEERERS, 5 CV IBET RN — @M, Bk HLA REZ A6, A HIE BoR T H 5P S IR IE J
BEEAFTE MR 2 A M T 380 As FIRERIEIN[42]. 2% miRNAs 7EVF 2 5 HH#E A f  AE s E 4,
BFE RA FII CV [43], VF 20 FIE L AT HLEITE RA &1 CV HiigE EZ/ER, miRNA K358 % %
AR [44]0 TEARNTEFLH, miRNAs 1ERVEAGTETT RSB & S 0 A hr 54, BRI LR B wm A
TiJE1EH o miRNA {ER—F RS, 8 RIE KA TNF-a FI3GHE, HE IS A fld ] 4ERE 5T He 1
ek, ] CAS MERE[45], 7Y miRNA I AI7E RA B3 FAE N A AR EPR TN CV 1K A [46].

3.RA &3 CHD 89897
3.1. ESEERRH

A B APt 5 24 BAR T DARRAR JORE S o2, AEAE N 7 TR MR MR si, 9 an 2 A 38 A 78 I kv I 5%
W5 R g ) AR N TR VAR 42]. — TN 23,525 il RA & CV BT K, ARS8 APT £ 251
CV KGN 18%, 2t %t bb & Bl F 2834 A= LU A 2 4R E A AUOEUF IR & B CV XS AR [26]. 7E 1l
PRAREE: o & B B 3 i P e B M IR S A -2 MHRIG T R AE OV XU B B3 A=, TRAT I S Atk
AR SR PT R 257E CV R IR, RA A 9F CV NATIA iz 25 Ad F I v XU TR &K (477
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3.2. BERHEE

JOE A AR VA I, B R TR (GO AR 2 B T RIB DG T 4 . BsMEwsi GC
X RA &9 CV BF AR, fH GC LU FZIE Gy A 5 51 RA B RKAE O ILEF
PE[48], TGN ML . AR ICAE « B8R 78 M O ) 5 o R PPE P XU [19] [49] [50]. #8532 GC ¥R
ST B SR oV BN R EMEING X, /£ RA o, 7528 BT 7% 5 e 0 [ BEIoRE, (2
RGN R B b, SRR A RERETEIT RA HIFREIG T Cg e I v] i GE 203 TC/HDL-C [51].

3.3. MERRBHRRIEEH

FHZEA (MTX) 2097 RA IISCEEZGY), K571E MTX [l R FH BEAR i, MTX m #0140 i PR
KP4 FF0 T AR AR, AR T 400(Treg)02E K, 1 Treg T CAS HIYER[23], Choi
S NIRE FEARAESE T MTX AJ F#K RA B3 CV BISETER[52], 15O MU 28RE IR 5 (CIRT) H 78 i 43
HARRI S [22], BRIEAKSE R B AE, MTX 38T I/ A RO, o0t % G fa b TR 2 00 LA (R 52w 53],
MTX IR 7 Bon il A CV R AE R BRI 34%~66%, 78 g AN [ J7 T A 35 47370 L& IR T, MTX
L5 G R U i & 1 = BCVR 97 G BBk FH 245 58 B G 3k, in 4R & X RA &9F CHD iR I7 8%
WP, AR E R KA R RUFHERS, BRI CV FERAERL 70% [26]. FRILZ AN, RFCKE:
WPIESLHES MTX LRI RCR B OO IRGE, (EAAE nF R R A RS, FEIR YT I MR
I iR AR A [25]

4. E4515)
4.1. IL-1 S24¥5HT7

IL-1 #£ CAS W AEREZAEH, 5RNBEHAIFEE MM K. Anakinra 72 AR IL-1 S2AAE U A —Fh
FAEA, PR RE SN, ARG RA & )F CHD &35 (070 0 % DL KO ML D RE[54]

4.2. IL-6 24¥5HT7

Tocilizumab 52— NJEAL B e BEHTAA, AT IL-6 3244 S A S RMEAE 5l B . — T [
SREESLIRHT SR BUFLER S PUIR T A AT N DI RER LB KRR A0 KR, SRATFEBR L 5TIR T 1 3 0
FF R AR FL[4]

4.3. TNF-a ¥EH5

ATHEVE AOBIE 78 5258 S R L TNF-a FEPUFIVEITI0 RA B35 R A O JUURE BE 11 JXURSE AR 00 HE A k2> 17
39%, i TNF-a 2x 5200 28R AR A BE R ) 4011, AR IR 28 S 8 B T B 550 RA AR O I A XU 1) ¥ 3
FFAR[55], TNF-o #5030 TC. HDL-C A FRARIE 2 E () 7K1 [25], MM &% HDL-C BI$i4 Be
77, AT N R ThRERRAS, PR I A P B B 2R RV, BELE AR BT %, 404> TNF-o 55077 2N
8 MTX FAEIHIFA T TE RS I R AFIEHE(56].

4.4. JAK &30

JAK/STAT (@B N PRz i A 5 EEEH, JAK #IHIF A —FoBi B4 RA 1897254, Tofacitinib 1E
NHApZ —, HTHETHEREE RA [25]. E—TUEFE 4 /> 11 B 4 A T B ARSI HE 1) R Sigsik
o, R E R FGE R e A5 LDL A HDL ¥R BE I3 INAHOG[57]. JAK #I55[E 1L-6 A 801
BA— 5 MAHRIE[58], IUMTEB A 2 Fh JAK S50 vt vl TG R G TT, (R Ef =25 35 CHD 1)
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BRI =S HR HR [40].
4.5. 3T

T2 16T DI BRR I E B2 2 —, BLEHIE AT LB AORE, /D N B
FIZHA - P AR PR [25], 7T OV B RITUG, BFEEH L Z E1E3  EAH 40 (EPCs) FFaa 3, w]
PRHEBT A A AR R [4], TR BEALO RIS H R A VT 2R 259 ] B RA 35 1% TC F1 LDL /KF[47], 5
Ab, —IXF 30 44 RA B KNI 6 A RIS S B EoR, 78 MTX RS R R & B A 1097 7 i
FITFEARARTT 40 mg J&5 835 109 8 B0 FE BEAR, 18 AV T 2R 29 mT {8 RA A 9F CV R HR KL 30% [26].
4.6. 1EM B Finlk

25 KR T(RE) AN NE IR TTIAR(ACCP)Z 2 B RA (1% F 286 = f8kr, & BUEAE RA & CHD
HA R IR AT R A TR, A REF AT ACCP #E3697 A B X, JORE N 2 1 3% 4T 4 3 1 R
(FIB). D RARMKFIG &, nlER B IR 279 KRG TIRIT[59].
4. Bt AR

H o AR i s s B 8, oeE A7, R T L AU R S TR e T A e R R
WAEHM R, [FR, RARRIGT AR GAAERZRRIE R 28 miE BERP . 18V B S5 [26] .
5. BEfRE

RA B# G JF CDH M EmALH H BT M ARG 2, BRERE. miis. s, WEIRM. WSS

JERIA 3R 2 ik 5 4 B O VA FFRKHIR AR, BIRIIPIRIGTT A BT RA F[) CHD S, Kok
I B 22 B RHIE T AT SR A IR

E&ME
AT BEF VT MR T A B R Lo (097 KOS J% F P BB 922022 YXNS185).
S5
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