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[ Abstract] Rheumatoid arthritis is an autoimmune disease characterized by synovial cell proliferation and chronic in—
flammation that can erode joints and damage other organs. People at high risk of major cardiovascular events. The high inci—
dence and mortality of cardiovascular disease in patients with rtheumatoid arthritis cannot be explained solely by traditional
cardiovascular risk factors. The lipid paradox is associated with inflammatory burden in patients with rtheumatoid arthritis, a
risk factor for cardiovascular disease. The effects of LDL cholesterol, density lipoprotein cholesterol, total cholesterol and lip—
id peroxidation on cardiovascular health of RA patients were reviewed. Effect of drug therapy on blood lipid and cardiovascu—
lar system in RA patients from pathogenesis and clinical perspective. Develop appropriate treatment plans for early detection
of patients with theumatoid arthritis who are at high risk of cardiovascular disease.

[Keywords] Rheumatoid arthritis; Cardiovascular disease; Lipid spectrum;DMARDs

X T K (theumatoid arthritis, RA)JEPLZ SR IEH AHERY 2~5 F5", H &R 405 L — e A FE
RAERT RN FEIGIRRI 12 M SR B, CVD & RA FE AT, 5 RAFEIER
P9 MAE RN FEIR M Z RS A BRI 50%A 4. 5— T, RA J& CVD Byl 37 fa B A
W, ATAEA AN AR B A E . RAKAECIL R, A1 CVD A9 RA U5 H0% 15 8 5 5w e o
B PR (cardiovascular disease, CVD) FUAIXT G K, B8R I s ) RA B4 & A= CVD AU B =P

YrFs HEA: 2023-02-15;1&E HH§: 2023-05-19
& eE LB (1976—) , 20, AR, B AR ER  WF5E 7 1 : KU . E-mail: 13664896069@163.com
MEIEIEE A, B 20, BT, DRy ) KR 5% . E-mail: lhbwh73@126.com



NELFERKRFFM 202348 #4545 4l

CVD 1558 i fE I PR 25 an Wi AR A JR | ol e L s I
Jg B R S5 TC T 8 AR R RA R CVD 1y AU
WP B R B IR AR Y PR K AL 58 CVD RS R K e
RA B B A CVD XU ATY SR 238 fin i, 2018 425 X1
T2 A0 ML AR A A AHRE CVID I PRI JRURS = R ik
70% F)0x LA S 44 AT U DR 145 G0 I A B TR 2%
(49% ) F1 RA FHICHHE (30.3% ) . RA FRE2 1 40 J2
INF AR I SR I A 5 S B & RA B CVD
T R B SRR R RA B IR AR P | B TS 7E RA
BHE CVD R N 2

1 RAEREREFER

RA RAEFEFR 5 CVD KU A SE , (H 5 RA R
Ny G 7 N o E P I (1 Y O (1
JE£ I 2 11 A B (LDL-C) | /8 % 1 25 11 18 [ s
(HDL-C ) F1LEJH [ B2 (TC) () RA B3, 3V B 405
() % 975 16 B0 JE RN 85 i 19 VD RURS: , B i 5 1
W M MY & B, R LIRTT B R I o
) RA f35 , H CRP 5 1L HDL-C \LDL-C . TC 7K~
RS DG , B 16 Bl Y RA BB 35 3 5 BRIk
Bl ks R A AL | BE ZE Pk B B RN BT 22 1 BRE B BER
H XU RA RS R IS S 7E RA S80E K Al
CVD AU H & R FEVE G . — T2l A& 5 3l ik ok
FERE AL 546 1] RA % 5 5279 (9]4E RA XJ BE UEAT HE
ST, R TR s KA E 4 (CAC) 7E RA &
5 U B2 0 A1« 2 IR =5 LDL-C /K- (IR
70 mg/dl 57 F 160 mg/dl) () RA H &, CAC P43 5
SR CVD XU A B AR X 2 (] U B Sk
XSRS 3 I LRI PR K 22 6 RA R 3 2250
I A E$ﬁ:(major adverse cardiovascular events,
MACE) B2 26 w2510 . A tEie 5 RA RAE L
FREFNNE 53 A3 A B G 57, mT LA FH I ] st 36

2 RA5JBEIEZ##1E (RChT)

HDL-C A7 HLsh ks kErifb thfg , nlHE4h R 414
Fh et Z 10 I (] e i 2 M A ek E R 2 £ HE i
FEARAEIR B LDL-C A /K-, Bl Lk A 1 7 20 i R
DURL, BEL L 58 290 e 285 6 0 259 P R s L4 P B2
05, Ul I /IR SR A AR TE B, A 0 S Bk ok R
B AR AR O B 95 DR B sh ) RA B35 i T
P AT I, HDL-C B #E , LDL-C /K EFRAR

- 427 -

M3 TC K R[4, LDL-C<1.8 mmol/L I, & g5
HER AR AT AT 1/ kexin9 (PCSKO) AN
il ATP 54 & 532 R A1 (Abeal ) 25 1 1 3k, FEAK
5 5 200 A %) L T A R S A 3 B39 2 Ak (SR~
B1) "R & 1k 8 DA T 3 0 5 I 200 G XF L ]
IR, A E Sl ks RERE AL A R A R

FFFES OUE S B — Y 43 HT RA RS IO R KA
JE AT CVD LA KU . RA IR E D)
REMIF-5 CVD RS S 4 14 e R AR G 1, g 23 1A
G -3 e P 0] 3R R AR Q1 5
B T AR [ R 5 A, G B R SR e A IR 2 T
SFALTENNEE RA H8 CVD ik F rh 3y v & B A (o),

3 RAGREZEA

3.1 HDL-C 5 i 2+ &8585 1 (PON1)

HDL-C B3t sl ko A A A A FH 23 il i ik —
FAALA (NO) 177 A R AE 8 T I A T2 B, £
HE P Rz 46 52k i sl fikos B B AL i R 184
A1, HDL-C A2 i 200 it E 31 A 0 HE 7 B S ARG
B 11 30 ok ok A B A 18 2 A AR JR S RA PR 98 5 T
o {5843 HDL-C [ D) RE h BT sh ik ok B A AL 5% A8 Sy
1 Bl ik 5k A 5 Ak GpHDL) , M T 2k 2.0 JIE £ 37 RE
71 HDL-C I RE R A $5 bt R At S AL Rt
a1 E 5 B ANHERE 7 (CEC) A FEAR! . Ifi 375 % 420
fit 1 (PON1) J& HDL-C $t & 1k 6E 1 19 E Z A 47,
PON 1 A /K fif 2 ) Jok s B R AL 1 B R 3 S8 Ak 9, &
X B ks RERE AL i OB V8 . PANT 3 2 B A%
LDL-C Ak B A A A A1 2% 32 i 2 P IR 1] P (ox LDIL)
M0 HDL A6 AT N B2 R AE , PANT & P R BEH1 80
Jik s FERE ALAE 2 B B d 5" . B R, e
i B /N B AR ST AT ™ PONT 35 P S Bl 4
[, 3X 5 18 o A8 A R S E (3 A 26 A A
FE R PN TS B B RA R R B I
{9 HDL S REFE A5 , 045 25 CETP (i % I [#] st g 7 74
EH, S5 BE S Z )WY AL PONT IEEY, —
TN T 99 ] RA B35 BRI 58, XAt 1% PONT i
PEIEFT AN, % BE RA %558 1Y 92 AE /K F 5 584K 1)
PONT 3% P AH 5G|, 25 B A% 58 1 0o I 8 XU DR 2% 1
P, RA B34 (% PONT 35 1 5 21 80 ik BE B B B2 (2
M, Mz HDL-C 7E RA BB Hb Ak
8 7152 52, AR [ 580 4 32 T RE A2 351 & HDL-C A
KT A R IR PANT WS PE TR, e T CVD 1Y
JAUB:



. 428 - Journal of Inner Mongolia Medical University  Aug. 2023 Vol. 45 No.4

3.2 LDL-C L5 fo ik BAAKE FE RS & & (oxLDL)

IEHHEHT , LDL-C 5 #05 # H A-100 (apoA-
100)" 485 GF IR [ b AR5 32 20 T 2 rpo 2
AN E LU IH E BE TR . RA B9 RAE U 1L-6
FINTNF—o fiE A JH X LDL—C (45 B i , AR R [
My I %2 S EEIA T LDL-C K E[&{K . RA
B SAE RS M N B, LDL-C ST 3] 52 4
B I A RE T 22, W 5 | A i 0 s — S il SR R
JE AL LDL-C ¥ B A Ak AR 5% 32 I 2 1 I ] o
(oxLDL)™", 8 RA #AE 1 2 i A9 Ik LDL-C 7K~
F7E oxLDL 7K F-. oxLDL HA Hr & /E ], 7] LA S
PN B 2 L D R A, PN R A4t 3 A P 3 I /AR
Ko 1A EAE PN B 53473 A 280 o 2R 452 o = 0 ok ok A
A ox LDL I8 A 2 AN RS20, B 05 A4 A s A
T BB S T B TR A4 ', 3 A 1 g A4 i A
AL TR 41 L4590 TNF F1 TL—6, 42 2 16 45 - ¥ JUL 448 i
(VSMC ) 448 B8-S 000 45 P — v B JEE™ - [R] B ox—
LDL X P 1z A 200 e 174 i 9% B 2L A 8L 7 A < AR
e B E 0 AT B v v B O LGS TR B
11 ox—LDL ZK~F- AT LIAE R PFAl RA F8 35 3% 20 A
W RA B35 &A= Bl ks A A Ak e i 78 08 IXUIS: 1)
FRPRO,

3.3 AEE&Gallp(a)]s & AALHE RS (oxPL)

JE B 11 a HAT B8 1355 43, 3% H Lp (a) 1)
TP TE A A i JE 40 2 4 e 9, 8 Lp (a) K8
A& RA JBE CVD 7 it A% WS AR e, BF5R
38 RA 5% 115300 me/L 1 Lp (a) He B &, 37 H s
Lp (a) 7K 5 5 1 2508 Jik 3 g - BSE E (carotid in—
tima media thickness, cTIM) Z [a] A #3561 . X $E/R
i Lp (a) /K5 CVD JRUBS BE AR & 3 & %) Lp
(a) B P2 R 1Y M E AL BERE (oxPL) i i LDL-C 7L
FRAE I 457 RE () PN S o ke 15 0 200 9l 3R 5 A6 R R
ANAE , T s Ik sk FERE AL B T IA" . Lp(a) FTESE 4
P A1 ) T T D A R L A T 9 R S I R )
o AR, JF AR BEVE N, R I R OI4s
I3 7 2 R4 a2 RS IR 5 T TNF 8% 1L-6 76
ST LT ] i AR RA Hh A Lp (a) KK, LP(a) T
ATRESE T RAE . 0 — T A B s 1 2 5
TSR AR 29897 1 RA BB 2l B XUBIG T (2
T 7 I % 2K R anti—TNF) J5 BRI B & #2677 RA
P95 T 3l B, (AT T A9 Lp (a) ZKEATR SR S 2L T
15, LP(a) P 7K AR b 5 8090 0 sl oA G, iX — &
BUEBA T Lp(a) R REMBIER RS 5. s
S G PT fe 2 A FRATTR Lp (a) FIAS[R] 2800 2 11

(a) P U7 33K 26 £ 5 B Bk ot B B AL B B 1 T AL
il i AN AE

4 RAEH RS RS B

ARG AR, A N Mt 2 5 T RA A
i FIRA-CVD gt JR™ A4k I 380 PR R E 1 175
SR A 1) A B N AR L 15 S 1 AR AR
0] BB R SAE , T 25 A TS P — A R e A
F TG4 (ROS) , ROS 5 I8 5t A4H B4 F Ak 1%
i Jig A 1 sl 08 B 1 AT 2R iR AR P sl Rk R AR
FITIRE , % A8 BUAE 98 1 F 0 S AR | DA firh % 3 0K
AP T, SRR R PIRRMBEE A FAE ™, ROSIE
POE NF-KB HI Nif2 5% 55 [, NF-KB 5 TNF-a |
TGF-a IL~1 254 i B 1A B 3800 540 W i 2 R 7
TNF-ou  1L-6, il 3 48 SF- Vi WIL3Z 4425 e PN R 41 it
e B rs | 3 B a0 ik 9 — v JBE 3 SR RA 1
CVD ik

5 RARTXIEE LK CVD By

51 RA-CVDRERERE L ET

£ X RA-CVD L G fa I R 25, I RA fR 3518
U I N N A By o [ (9 T A R TR G
S TG T U A R I RRAIC CVD KU o A7 AT RA
R A R U IR AL RN IR T
5.2 ¥ H RFE A= NSAIDs /& J7

XFF RA B, i & W] DUBR 3 22 % RA RE L5
2 PR SRy I [ P g AR B30 L R o 1 oL B Rz
JO e R4 2 M) R 2 A R 2 R L P i, BRI — R
A (NO) P28, A1 1A 5801 7 50 3 50 ok ok A+ g
AR o AR | e 7 PR R o 2 i it = 2 R
$2E HDL-C /K F , EULAR #38 % B 700 42 {98
ZAE R RA IURFZRIATT" . NSAIDs #iE 52 A] R i
XoF I A I R AP 7 38 B 2 M 4 O I 5 4
R RUER AU ™, B T 2835 A5 A0 6T CVD i KUBS: FR
F1EH NSAIDs 2547 .
5.3 A4 %7478 ] (sDMARDs) & 77

FH 2 e (MTX) H HT2I697 RA I E L2459,
BN MTX 3657 AT LA HDL-C 3§ /0, Karpou—
zas G R BE LA 28 KU O 1 R AR il RS
FIE ) MTX A1 Je A 7697 1 4F )5 , TC A HDL-
C /KT, TC/HDL-C HAE F F% , CRP A1 HDL-C 7K
2z A AR SR A A5G . MTX I8 H AT O E AR B 4



NELFERKRFFM 202348 #4545 4l

o BZEREMTERY, N 2GRS T597 RA 7]k
D 219% B I35 A2 R0 18% 0 UK ZE B9 XU o 4%
T, MTTX 07 FH T 66 386 0 7] 250 24 Jle 20 7 7K S 1 6o I
BB 7 A A TR RE ), 355 TR N SR Y i %,
Jof F MTX [] Bisf b 78 iR — a8 B B BT BR T X Fh s
M

M (HCQ) IR IR IE I FERIRSETT % o
— I 4N A1 539 1) RA B [l a4 4, HCQ 36397 18
1 A TC AT LDL-C 7K, $2 #5 HDL-C 7K~ 1948
I CVD Fifth o 2017 AEZEZE4 0 A M IR YT
12 J& AT FEAR I . TC . LDL 7K - F01 P AR 2 Jok o5 A%
TRFRE. SR, FE M 2 5 %O LA B AT L (R
PER M ANERE o B R I Dy e s
FECO WU AR A AR S

IRAZ ST —FP R0 T 40 A 5 1) B e ol 751
YERIRYY 5 RA A 25 £ . M RIFoE %R
B BRTRL 2R 9 5 R 5 0 ko A s A0 R g ITLEE 1)
AT K AL T BE I 25 38 fin SR AL I B 0 Y
R Dy ae B AG: , i Al A A 4 47 10045 WA AR i T o
DRI, 6 ¥ JR PR 400 28 3R 7 B IEAR I e, R AT RE W)

AR 24 5 WO I A5 fa B PR 2

e TR S SR AT AR W, X 2R X ST 43R
ST o A PR AATIE 3 TA A >k SRR R H AT 40 i) ol 55
16 58 A FEY SO J RA A I 5 1M s A 3 500 .
B AR 380 £ 1 B 1E DMARDs . [7] B 2F 9
KAEEVRTT 5 R & T R T 2 A RS

WIS I BE B F RA R IEY7 . — T )
613 151 RA 114355 (51l % BEAIF R BRAN ZRU R R ML g i T 7
ZH ) R R CVD A XU AT A FH A U g ML g 7y
RA B X R IR W% O S A PR ER . —2t
AR SNBSS WU i I R 9 AV PR B 16 A
DU s i 175 940 L /DN R B R 8 0 T E SR A RURE g i
WEXT RA O I PRIV FH R TSR
5.4 AR ey

BT TNF (R SRAE R 1) o 390361 351 2 RS FE T
1RY7 RA B9 AE 0 7 (hiDMARDs ) o 28 T AifF 5% 2 W
AR 2P YT 0 LGS S I 520, 252 TNFa
36 97 B0 BB & AR O I A R XU G
o A OC B I AR S 6" B /R BT TNFa J3 97 7l s/ 4
JiE \ESR 1 CRP /K P9 335 #& TC .HDL-C /K-,
Pt TNFo IR 7 A B T 28 g o i e 9 Kz 4 e T i
SER R 5 R ACHT, T PR RHBE 43 R 2 5 X € 1.
) 352 T DA T 28 0RO L A7 9 JRUIS: o 2 3 Jk ok A
A B sh AR AL HR BRI ) BT S K BRI AR AE B

- 429 -

R TR B AN LA S I RE A T
Mg 210 B S T i TNF RS . 9 R A B (IFX) 78
FEAR RA-CVD BIAFE R 7 i R B[R 25 5 . A ot
5% i 7R IFX BH W TNFa6 > JT AT 38 RA & & 19
PONT & M4 F1 HDL-C W Ht A AL RE T, S5 20 g i it
R R B AR ARG AR S, A AT s A EL 28R 75) TFX
ZiWIAYT RA 338N T 0 1 0B () KUK, 41240
WP AHESE RA G 3 (NYHA) IR B 1V 0 J1 5
Ve FB 3 8 TNFa ARG YT -

FIA 28 -6 (1L-6) il 571 J& A [7] 7 TNF o #1111 741)
VB 2500 TR T RA B AR50 . — 5000 B
ISR BGTAFLIR PTG YT RA () S50 P iR
FCER FAPL AL W 2 (3 LDL-C &, 975 CRP,
MLYUTFI DAS-28 £ AH K . VF 2 WF58 45 802 g
INFEZ LR BAPUIATT 24 JE /) RA H & 113 TG . TC
FTHDL-C /KT B4 Tl B ox LD /K SEF1 Lp (a) 7K F
TR MR R IR TL-6 25 R PR 2 B4 7 Ak
THRAE", IR RA FR 35 CVD XU . — T 25 5A
LS ZE A3 ¢ W FLER BP0 L TNF o 41 i) 571 41 B
R BE 0 I3 B & KO, (H 4 R ECS Kook A A
Ak 48 F5 (40 TC/HLH #1 LDL/HDL) G284k, & A AN R
O I/ 5 (MACEs ) XU /2 FE AR (OR 0.59)
T FCER BAHTIG T H TNFo 30 R 3697 A 3%, R
HEHNRA S 000 LB KU

JAK A1 il 7] 2 8 ] 45 B ) DMARDs , 38 38 FH 7
JAK-STAT i #& /b 692 S o7 f RA 3 175 75 21 2% it
55 IL-6 XTI AR RS2 I 2RI o X B /R TAK ]
FETT ASELIE A JH 1 Pt 5 5 3 v 1 JIH 1 K
I AR T X S i 5 ) 2H B A ) A St B0 i 6 TR 41
(TE B, AN I 45 59 RUBS: . ORAL 33 H 1T 4
AT B30 A S B o0 b 2 AR T 5 e i I
F4) 7% BN L S 2 s B FTUASE 25 A et 0 ke
9 , 5 mg bid 1 10 mg bid #6128 JE 7 & ) MACE %
AR BRI 24 b 45 B (EMA ) 245 )82 38 UG PRA

DI EITE 65 % UL IR, AT s 2 iy
AP ML AT G PR 2 A E R fE B R 2R, FE1k
B e R s A A& iay 7 o Ema] |, —
TRZEFE A Wil 52, 552 4 mg B ER 85 JE VA YT 10 RA
BT 2 mg B JE 19 MACE & A= 58 &, Xt
T4 CVD fals R R F/e BE A CVD i s i g, ]
DL R B E Y JE M 4 me/d SRR Ch 2 me/d ) &
AL, JAK 3046157 7T B S 008 1A TR iFnE I 4 £
AL ST NMG| K& 1M . 2019 4F Smolen $5 H « EL.
24 L 2R JRURS: R 2 (A& % v BMIL, B I e A



- 430 - Journal of Inner Mongolia Medical University  Aug. 2023 Vol. 45 No.4

FEFAM MR E BRI ) B E DLE A JKA )
il 77l
5.5 HAwET

FIZ-E BHT(RTX) B HFIRYT RA (HAE
FIVYLL TRl RA BB .

AHOCHHFEFRIN , F 2 BhTiny T 5 HDL-C . TC i
Tl =8 (TG) A A apoB/apoAl LY R 1 REAK AH
A PR g I A Sl ko AR A A S B0 AR
Sylvain ZE 4 — 5% , 33 BT TNFo 3697 TC
1 RA BB N R Z 8 Ry 7 I sk FE A b P 5L
oy LDL-C WA B . R, 75 Bk — 25 i 5 R 1
FEFZER PTG RA FRE CVD XU O AR B2

AT 25 R 38 1 TR BT 5 5 RA-CVD (1)
KR HEfE T IR S MBI AL S RA RAE 2 [H]
WIS HAER, 1 ff 7 IR R S & 1 AEE L S ig
FRGYIE RA B3 CVD XU IR o 4 . EU-
LAR X9 SiEME ST 98 OV XU B 1 1) e R 8% il 4 7
M TC/HDL-C FC{E T RA B RSk ) CVD F:44: %
A RUBS™ AT A R AT L TE PANT 3 4 I3 ox—
LDL 7K1 500 RA 2 bk ok R i 4k % A 38 4
8 LDL-C<1.8 mmol/L ., Lp (a) >300 mg/L £ 4 RA-
CVD XU i 2 FTR YT 1A &, [T 45 G454 CVD KL
K6 IR = PEAG TR B RA-CVD = XU AR, il 8 A FE Y
RA-CVDIEIT % . RAZGYIIEIT =AW I8,
RAJRYT PR AL TR R 22 A 1Y) H A i 75 AUAE
20 LA 1 2 Ak 55 RS, DA T A R T RA R
I 1% 21 B B[R B P AIE RA-C VD XU o
B Xk

[1]Liao KP. Cardiovascular disease inpatients with rheumatoid
arthri— tis [J].Trends Cardiovasc Med, 2017,27(2): 136-140
[2]Sylvain M, Bruno P, Anne T, et al. Cardiovascular effects of
hydroxychloroquine: a systematic review and meta—analysis|J].
annals of the rheumatic diseases,2018,77(11):e80
[3]Garcia GC, Bianchi M, de la Fuente D, et al.Inflammation,
lipid metabolism and cardiovascular risk in rheumatoid arthritis:
A qualitative relationship[J]. World journal of orthopedics,
2014,5(3) :304-311
[4]Aliki 1V, Eleftherios P,Paraskevi VV,etal. The lipid paradox
in rheumatoid arthritis: he dark horse of the augmented
cardiovascular risk[J]. Rheumatology international, 2020, 40
(8):1181- 1191
[5]Behl T, Kaur I, Sehgal A, et al. The lipid paradox as a meta—
bolic checkpoint and its therapeutic significance in ameli—
orating the associated cardiovascular risks in rheumatoid
arthritis patients[J]. International Journal of Molecular Sciences,
2020,21(24) : 9505
[6]Fernandez OAM, Ortiz AM, P é rez S, et al. Effects of disease

activity on lipoprotein levels in patients with early arthritis:

can oxidized LDL cholesterol explain the lipid paradox theory
[J]. Arthritis Research & Therapy,2020,22(1) :213
[7]Luo Y, Ren X, Weng S, et al. Improvements in highdensity
lipoprotein quantity and quality contribute to the cardiovascular
benefits by anti—tumor necrosis factor therapies in rheumatoid
arthritis: a systemic review and metaanalysis|J]. Frontiers in
cardiovascular medicine, 2021, 8:765749
[8]Agca R,Heslinga SC,Rollefstad S,et al. EULAR recomme—
ndations for cardiovascular disease risk management in
patients with rheumatoid arthritis and other forms of inflfla—
mmatory joint disorders: 2015/2016 update[J]. Ann Rheum Dis,
2017,76(1):17-28
[9]Giles JT, Sattar N, Gabriel S, et al. Cardiovascular safety of
tocilizumab versus etanercept in theumatoid arthritis: a random—
ized controlled trial[J]. Arthritis Rheumatol ,2020,72(1) :31-40
[I0]JRyu H, Kim J,Kim D, et al. Cellular and molecular links
between autoimmunity and lipid metabo—lism[J]. Mol Cells,
2019,42(11):747-754
[I1]Helena BF, Tnia M, Artur P,et al.Insights in the role of
lipids, oxidative siress and inflammation in rheumatoid
arthritis unveiled by new trendsin lipidomic investigations[J].
Antioxidants, 2021, (10) :45
[12]Atzeni F, Rodriguez CI, Popa CD, et al. Cardiovascular
effects of approved drugs for rheumatoid arthritis[J]. Nat Rev
Rheumatol ,2021,17(5) :270-290
[13]Charles SC, Burmester G,Nash P,et al. Efficacy and safety
of tofacitinib following inadequate response to conventional
synthetic or biological disease— modifying antirheumatic
drugs[J]. Ann Rheum Dis,2016,75(7):1293- 1301
[14]Karpouzas GA, Ormseth SR, Ronda N, et al. Lipoprotein
oxidation may underlie the paradoxical association of low
cholesterol with coronary atherosclerotic risk in rheumatoid
arthritis|J]. Journal of autoimmunity,2022,129:102815
[15]Fabiola ACA, Calin DP, Valeria N, et al. Safety of JAK
inhibitors: focus on cardiovascular and thromboembolic
events[J]. Expert Review of Clinical Immunology.2022, 18
(3):233-244
[16]Bae SC,Lee YH. Associations between paraoxonase 1(PON1)
polymorphisms and susceptibility and PON1 activity in theum—
atoid arthritis patients, and comparison of PON1 activity in
patients and controls: a meta —analysis|J]. Clinical Rheuma—
tology.2019,38(8) :2141-2149
[17]Smolen JS, Landewé RB, Bijlsma JW, et al. EULAR reco-
mmendations for the management of rheumatoid arthritis with
synthetic and biological disease—modifying antirhe umatic drugs:
2019 update[J]. Nat Rev Rheumatol ,2020,79(6) : 685-699
[18]Gissette RS, Marit W. Beyond lipoprotein (a) plasma mea—
surements: lipoprotein(a)and inflammation[J]. Pharmacological
research,2021,169: 105689
[19]Shiva GK, Saleem B, Ramesh V, et al. A comparative study
on serum lipoprotein(a) and lipid profile between rheumatoid
arthritis patients and normal subjects[J]. Journal of Pharmacy

& Bioallied Sciences,2015,7(S1):S22-825
(T 4% 434 70)



434 - Journal of Inner Mongolia Medical University  Aug. 2023 Vol. 45 No.4

A A2, TR B B R A R i . RS H
% 38 2 A WU REDE 5T A5 2 B B AL, ABA I B ik B
A P H A 357 B ol A 0 A il B IFE R B iR 2
5 TR 00 K R A R O T LA R ) 55 e i R
AT R AR ST AR I, ol T4 10 1 R
Wy ) B PR R ZR M 10 fe R IR T S A 5
R R Z B AFEAROCE . 1 MR E MR B 2L
X JR Ji 98 B4 5 W AR RT LA I AR R ) 0T 5
J& , JFAT By SR R R R B W A AR T
AR SRS
S 3k
[1]Ktoury S, Michl P, Roth L. Modeling obesity—driven pancreatic
carcinogenesis—a review of current In vivo and in vitro models
of obesity and pancreatic carcinogenesis|J]. Cells, 2022, 11
(19): 3170
[2]Barucca V, Mancuso AP, Marco SD, et al. BRCA mutations
and their clinical relevance in unselected pancreatic cancer
population[J]. Journal of Clinical Oncology, 2021,39(15) :162
[3]Mokhtari Y, Pourbagheri SA , Zafari P, et al. Toll-like receptors
(TLRs) : An old family of immune receptors with a new face in
cancer pathogenesis[J]. J Cell Mol Med, 2021,25(2) :639-651
[4]Nayfach S, Paez ED, Call L, et al. Metagenomic compen—
diumof 189,680 DNA viruses from the human gut microbiomelJ].
Nature Microbiology, 2021, 6(7): 960-970
[SINorthridge ME, Kumar A, Kaur R. Disparities in access to
oral health care[]J]. Annual Review of Public Health, 2020, 41
(16): 513-535
[6]Busse K, Liao W. Which psoriasis patients develop psoriatic
arthritis[J]. Psoriasis Forum, 2010,16(4): 17-25
[7]0mary MB, Lugea A, Lowe AW, et al. The pancreatic stellate
cell: a star on the rise in pancreatic diseases[J]. J Clin Invest,
2007, 117(1) : 50-59
[S]Ohlund D, Handly SA, Biffi G, et al. Distinct populations of
inflammatory fibroblasts and myofibroblasts in pancreatic cancer
[7]. J Exp Med, 2017,214(3): 579-596
[9]Tjomsland V, Bojmar L, SandstrOm P, et al. IL- 1o Expression

in pancreatic ductal adenocarcinoma affects the tumor cell
migration and is regulated by the p38MAPK signaling pathway
[J]. PLoS ONE, 2013, 8(8): 70874

[10]Zambirinis CP, Pushalkar S, Saxena D, et al. Pancreatic
cancer,inflammation,and microbiome[J]. Cancer Journal, 2014,
20(3):195-202

[11]Evans A, Costello E.The role of inflammatory cells in fostering

pancreatic cancer cell growth and invasion[J]. Frontiers in

Physiology, 2012,12(3):270

[12]Basso D, Bozzato D, Padoan A, et al. Inflammation and
pancreatic cancer: molecular and functional interactions
between SI00A8, S100A9, NT-SI100A8 and TGFB1[J]. Cell
Communication&Signaling, 2014, 12(1):20

[13]Hu J, Jo M, Eastman BM, et al. uPAR induces expression of
transforming growth factor 3 and interleukin—4 in cancer cells
to promote tumor— permissive conditioning of macrophages|J].
American Journal of Pathology, 2014,184(12): 3384-3393

[14]Batskikh S, Morozov S, Dorofeev A, et al. Previous hepatitis
B viral infection—an underestimated cause of pancreatic cancerJ].
World J Gastroenterol, 2022, 28(33): 4812-4822

[15]Chung LM, Liang JA, Lin CL, et al. Cancer risk in patients
with candidiasis: a nationwide population—based cohort study
[J]. Oncotarget, 2017,8(38) : 63562-63573

[16]Wei AL, Li M, Li GQ, et al. Oral microbiome and pancreatic
cancer|J]. World Journal of Gastroenterology, 2020, 26(48) :
7679-7692

[17]Herremans KM, Riner AN, Cameron ME, et al. The oral
microbiome, pancreatic cancer and human diversity in the age
of precision medicine[]J]. Microbiome, 2022,10(1): 93

[18]Jabbour JF, Sharara SL, Kanj SS . Treatment of multidrug—
resistant Gram— negative skin and soft tissue infections[J].
Current Opinion in Infectious Diseases,2020,33(2) : 146-154

[19]Bellotti R, Speth C, Adolph TE, et al. Micro— and mycobiota
dysbiosis in pancreatic ductal adenocarcinoma development|J].
Cancers (Basel), 2021,13(14): 3431

[20]Peng X, Cheng L, You Y, et al. Oral microbiota in human
systematic diseases[J]. Int J Oral Sci, 2022,14(1): 14

B e S e S S S S e S S A e e St S e At e st SR SRS

(E&F 430 )

[20]Brittany W,Zeling H, Nicole Y, et al. Divergence of cardio—
vascular biomarkers of lipids and subclinical myocardial
injury among rheumatoid arthritis patients with increased
inflammation[J]. Arthritis & rheumatology (Hoboken, N.J.) ,
2021,73(6):970-979

[21]Helena BF, Tnia M, Artur P, et al. Insights in the role
of lipids, oxidative stress and inflammation in rheumatoid
arthritis unveiled by new trendsin lipidomic investigations|J].
Antioxidants,2021,10(1) :45

[22]Karpouzas GA, Bui VL, Ronda N, et al.Biologics and athero—

sclerotic cardiovascular risk in rtheu matoid arthritis: a

review of evidence and mechanistic insights[J]. Expert
Review of Clinical Immunology,2021,17(4):355-374
[23]Piotr W], Agnieszka G, Neven A, et al. Oxidative stress and
lipid mediators modulate immune cell functions in autoimmune
diseases|]J]. International Journal of Molecular Sciences, 2021,
22(2):723
[24]Sylvain M, Bruno P, Jean JD, et al. No significant change
in arterial stiffness in RA after 6 months and 1 year of rituxi—
mab treatment[J].Rheumatology (Oxford, England) , 2012,
51(6):1107-1111



	21-平春玲
	21

