- BRIKE -

J Med Res, October 2022 ,Vol.51 No. 10

K XE X T RGHIE T 3T 0 1

oA AR

m OE

AIAHE ] vtz

BRERZ MR ER

RAEE

b

28 K 5715 R (rheumatoid arthritis, RA) ¥ & 38 WE I & 5E , PO & RE M A IFES RA BE ML R E D

e, FBOOME RGN ZIEMER B L AR SCEEREE T RA WH HZ W0 M RERFZm, I RA B &0 M8 R F5%

eI S R E S %
XEWR AWIRIT KRB XATR
FESES  R593

D ILE RS

ZE XU 26 97 & (rheumatoid arthritis, RA ) J& —
PIg M R T R K RE R E R R EIRIRFRIW
H SRtk , 2k L RN 0.5% ~1.0% , T E
KB H X () & A2k 0. 42% , e T H N B
LAY SCTT RFBIAN , RA & H &I O IE il i
JIE U A e A A P DL I R B8 O R E
BONHE WL, ARV RA B H O 0 BRI & R
B R E N RER 2 A%, b aE NN T 4 48%
FA) o I A8 AU, e 2 30 RAHR 3 1 0 A0 R 2 3 38
ABERY 1.5 ~1.6 150,

SR AL B8 () & B DR 28 An AR | & 1l 1 /& I g
MR DR RA BCE RS 190 A F R R AR
(an 3y Jok s A A Ak O I 557 0 TG A o ) R o
AL SN, FEINH RA B3 H b 77 7E HAb 1% 5%
PRAE BRALS, Hop B R EHLH R 2 S RERES S
W2 Dife 2L, RAEGOA e B B S BE PR 5 0 1l
PIRE Z BRI REA AN TNF - o [ IL - 17,
IL - 1 SFRAATE 25 5 0 B2 40 M 0 T 31 R 9 B 448
F PR VE R, [ B 458 9 PR35 19 72 78 5 5 3080 ko

S WA L E K E S L TR (2018YFC1704300) 5 K 1 KB
2O A T AR I 4 T B I H (81822050) 5 H R H ARl 2% 5L 4 H
R BRa 7 5 28 3 W H (81920108032) ; i Hi EE 4 E A A4 W H
(2019LJ02) ; L3 i B3R5 H (19SG39) ; #UH #RR1Hr A BA & g 1 %l
Tt H (IRT1270) ; BB &8 40k A18r A1 B 31X 3 B (2015RA4002) 5 |-
TR < H 2 HE I R R 2 o0 BE Bh I (2017Z701010)

YE# BAL:200032 L ifg Hb R 24 K 2 B e 46 B e (I B A 2

ﬁ\ﬁW%\XIJ%\Dfﬁé\%1%1%) 3200032 bV PR 25 K AR AR N
WETE T B A JF?ﬁﬁ)ﬁ%’%\ﬁ\ﬁﬁﬁmﬁﬂ%*ﬁﬁﬂ*

A (I T W X'UQ L
TAEE (5 22 A5 )

AR 5 2, EATERIN, HL T R4 . 13818824983 @ 163. com;
PAEAE BFE 0, L5 A : lianggiangiantem @ 126. com

P AEAS) 5200032 [ AL 4 P E

- 16 -

XHEEARIRES A DOI

10.11969/j. issn. 1673-548X.2022. 10. 005

R A B4 BRE B 0 28 DA T 5 38000 i 85 5 11 2 A

BRILZ Ah  RA B36 YT 25 X0 i 45 B0 9 4 2
WA AN TR R B A 52 ), e T T LA 3 e i, A7 BE 47t
RN U i o S AL B B > RA RO
L A8 5 8 DU, ] G A S T 8 5 — R it IR
FHZE R OCTT R By 25 )% RA FR 350 I8 3R 40 1 5%
Wi, S RA G O 00 A8 0 KUK 4 B4 41 2 2% 24 )
75 1)

— AFEEERRY

e SR BT R 25 F 20T 43 Ry AR PR PR AR 1A 2R
H1 R 24 (non — selective non — steroidal anti
tory drugs,nsNSAIDs) F1 3 A AL — 2 29 45 M 30 11 571
(cyclooxygenase — 2 selective inhibitors, COXIBs) , 1%
eGP RA SE TR AR AE Y EE 259, (H—
TR T 236525 {526 XU O 5 48 A6 4 24 ) AH O Y 1fi
R B RSB Meta 5387 B, 7B RA
A NRE AR £ flfi*i’ﬁ%%ﬂﬁﬁﬁﬁ/*iﬁﬂ 18% By L»
I KB HEYR, Nissen %50 38 1 — IR BE AL AU
AR B 1K HL L T nsNSAIDs 5 COXIBS ( %%
HAT AU IS RN ZE G A ) A0 A KU Y 2% S, AR
SR FER A YO LA KU AN 25 T A1 3% 25, B A
KA AR SR BT A8 25 00 15 XU R BOM 2, 25
1Y, Cannon 25"V HEAT 19 3 T I IR LW E X IR 36
FOR T B AT DG 28 N2 XU O T 48 1Y 2 4 il A
FE75 H ABUA Y R 5 O LA 4 R AR R O, 45 2R
7N ARFE T TG IY IR 09 5245 O LA = A 4 A A6
2o DR T AR, O 8 e B R I R AR e B R A 5 A
FPTR 2y B X0 ML RS A T ST R T H R
M) i R B 2

—HMERBERRNEY

20 9 1 Bt KRR 24 ( disease — modifying an-

— inflamma-



AR 20224 10 A 5185 F10H

- BRIl KT -

tirheumatic drug, DMARDs) % Ff 28 1 %4 & A W 3 £ |
2014 4EE[E 2 1 T H DMARDs 7328, 2 ML G4
A% DMARDs ( conventional synthetic DMARDs, csD-
MARDs) . #¢ [1] & i DMARDs ( targeted synthetic
DMARDs, tsDMARDs ) F1 4= 9 il ] DMARDs ( biologi-
cal DMARDs ,bDMARDs) "' |

1. %45 & B DMARDs: f£ 4t & 5. DMARDs /& RA
BEIRITIA , — 282 MR RIF R, 56
FE A NS R G SR SR R R B bk e 4

(1) FF M s . HH 2 15 1% ( methotreate , MTX) 25
JY RA (#2259, IR 8 F H A % 5 &
DMARDs Z 3", RAEBLIN R A B s M 5
O LS P96 Z IR B 2R, AR FR B F Al ikl RA R
A5 1) Ak, T B0 A 0 R DA T 38 n O i 4 9
T 14 AR R S AE 1 MTX A A ] A R A
JE T AN 5] A AR T 40 R A R Sk 4 o R M R R [ s
MTX 3R] 3 B 450 3 0055 N B 0 B i 5 1 5 ok IR
YA AL B G 7 A DT XTI A P R P AR g AR A
Kai %"l i Meta 20 BT 58 & 80, A MTX by EE -+
WFBEAY RA B 3 4 H 50 I 48 500 1 & A %
RAFH MTX £ 1 79. 8% (RR =0.798,95% CI:
0.726 ~0.876) ,Z A Hribgh A T 10 T 5%, 95416
B RA B, $2/8 MTX B9 H AT LLHip; RA &
CVD Wy &4, I 2016 4F B XU 9% B 16 8K & 2
FEXT RA SB O I 08 UG, 0 45 B A BOh 4R 3,
WA AT BRI RA HR 40 1 S B A AH S 2590, 3 esD-
MARDs, JLH & MTX ',

(2) 3k 5K R < o UK 7t 2 0 1% B2 A i
DMARDs H i) —F 0 H 2 35 X MTX AN 52, 5 5
FH MTX 280 R A% 5 6 (i FH B o8 23 S PR UK e
TR SRR X 0 ML R GE W95, E AT AE 7 S
1, Solomon %[16]5ﬁ%ﬁfﬂ,$jﬂﬁﬂf%1ﬁﬁﬁ5ﬁﬁ*
FRVATT IS H T MTX 697 (0 B & A Ak
JULARE B 0 f 1 455 8 A 0 RS B R, AR, 58 43 F 5 A
WA R EOR R AT LA o8 1 44 P R 4 5 %
112 B Jik 3k PR A AL R B A A% I T B (55 S,
DA B uek /0 A1 JE) 1 B A% 40 A4 P B2 A RS A ad AR ok ek
%Jﬂl%%ﬁ'@,MﬁﬁﬁéﬁlbmﬁJﬂBﬁ“”o 1E 4N Suissa
AU IY BN, R JROK R B PR AR T Ak LA BE
M e 3%

2. #0145 B DMARDs: tsDMARDs H Fi{¥ 4§ JAK
0 57 ( Janus kinase inhibitors) , 3 B0 £ 25 W) 2 6
EREJEMEE R e . BR tsDMARDs &2 — K24,

BEA kKRB FEUESE , IR tsDMARDs B RA (&30
18 R AR AR AR FERR R e TR I IR I B A
i 2mg Fl 4mg, B P A 25340 RA S5 1Y
o LA RV, B P 2mg 5] S A A8 38 A A0 il A XL
WA 4mg 7 B YR E AR 5L B 7E 66 JAK
PR 5 38 B FDA B L% 3 i A4 28 S 14 (TR i Jok
I A% FRH R %€ ) X (45 55 [ FDA B FiAUHE R I
Je M ) HE S 2mg o {0 BT H RT JAK i 57 7E
RA B i i 2D, B0 ot A8 IXUS: A9 Wi AR AT 5 48
FA R BT LI — 25 8T 5 i — 22 IE

3. APl 5 DMARDs: 4 9 i 55 DMARDs + %
HHRZE IE R 50 B 30§ 57 (tumor necrosis factor
inhibitor, TNFi) 1 3E J}f 8 IR 3t A F 25 (non - tumor
necrosis factor,non — TNF) AE##15 , 40 IL — 6 1 i1 57
AT 9 T2 40 4 o 5 45

(1) Jidgg TRBE PR 40 o 50 - i e SR BE X 7 02 — b
R VEA ML 1, 7F RA By KRR R e i % AR
o AHFFEHEH RA R O I8 5 0 XU i 38 5
A SN AR G, 8 S T AT B0 B Al ) 1B A
7 A A B PR T DT S S A 40 A ot A T
i TNFI AT DL o 95 2 M S I R A A IfL A8 9
AR . — TG FIFAh TNFi X RA B35 N 2 Th RE &
i) ) 28 46 101 B 42 7%, TN 99697 AT RE & B3 RA R
FMAE N R T EE Y B BT R GE , KE
FHAZ S 25 )] BEAR 0 17 M | B SR L 28 390 5 Y 2 ) g
I 1 11 2 ik e A 0 A A o e Y

(2) AR g IR AL X 5 2R W 1l 77 DMARDs : A Jif 9
INBE R 26 4= Wy i 500 4 1T 600 382 1] 448 i 3= 2 2 02 AR
AUARPR T, T TL - 6 5244 IL — 1 32 (AR A A 1 %0 328 4
JitL, A E AT B S E] Y 5 M A BT AR (H 3 o
il 2 1 R R B RA BB ER 19 B 1, #E
i U0 4% AT BRI RASB A9.0 1 8 KUK . B AE I IR
ST AR R A FE R A B PR AR S W —
TPFAl RA AR (o AT EL PG 5 A TN 5 A0 I A5 XL
G i BABNRF 78 46 1, 5 TNF E s, BT 1 96 35 0 o
IR AR T 209 2 DRI A GO I RV 3K i 1Y
RA B, ol 2% Bz 2 25 W i i

= MEEBRHE

Bl B i % ( glucocorticoids, GCs) & — M iR A 11
T 28 00 5 G i 00, 32 T b/ o e 1 2l D)
9 RA H#H B RETR B R I RA 19 R IE, (B2
Wy A A TR 38 T RA SR RO I XU . GCs
X RA RO I 2R G0 A B 52 W0 v oK 58 4 48 L (5

<17 -



- BRIKE -

J Med Res, October 2022 ,Vol.51 No. 10

GCs MIZJ W B RN 0 4 5 385 | JBR 5% 28 4K e | 1t g
SR AR RO M BOR Z R RN R — &R
4 nl Bt oY R B A GCs 19 RA HBRE T A O
I T g RV 3 T 479% ') R Rl XU 5 7
IV R ] ) (RT3 ) AH O, 1 E ) — TS WK,
RA H# 8 Kl ] GCs 7. Smg/d, 5 BFLH| & < 40g
(7.5mg/d, FFEEIT 15 4F) 37 & [ N 1y S8 3 5 R 8
F GCs & B0 L4 AU B JE R A7 25 %70 1
MR AT 8mg/d X AN A B = A I O i
2 GE PR 10 UG 5 AL R R ) SRR OGS
2016 4F B RRUH X B 6 Bk & 2 75 8 T RA O I
P g AU 114 45 B A T B 3 Ry R AN XU | 7R IR T R
Btk RA B, 76 R AT A 4 A B 1] P9 F HE SR (R A 5551
WA GCs, W T, GCs Y 39 0 7 1 15 7 B I R
B ORI A VAL A5 R N4k SE i GCs'

M . FEHETT

HEEZ57E RA VAT M B p t W TR
S, 2 A Y7 RE 2 A BRI/
A B 25T oK o2 5 07 e R LA W R
MVER IR 2R n e N T 5 R e
B0 RA AL B v g RO T BT E R R
N RA 3 22 RS2 KW 2, 48 46 95 BHL, <L 1l
IBAT AN T 5 | B DA B ST P9 i ik LA KT 3l AN
F R FERE AU IE . JAE B LRI TE LR 446 47 H A
ANEL TR A, P9 RT3 RS 95 1) — R B IR
foe, b AW A Dy FEER RO E, IE
(F - FHeYH . HAEE AT, AT LH W&
FHAW, KFEARE, ZETM, W& T 07, FxF
SR A A5 78 R 2t R T OB R A AR A, AE — T
WMEE RA FRE AT 18 T o 25 F0 % #0245 ) 5 0 s XL
4 [l JB30 1 A 5 AF 2 R 3, 28 1 LS S (R 2
Y (n=4899) 5 KM 2541 (n =4899) LL#K, 0>
9 KUK S 2 A (HR = 0. 59,95% C1:0.50 ~0.71),
HAEH A 25 >180 Ky ARE LA 25 <30 KA
TR DO 1 AU TR R, PR 2 2 A
SPTE RA BE AR HET .

£ 2|

25 LRTR YR TIRYT RA MR R K 2|
HANFEZEH B 5t KR 25 % T RA SB35 L IS R4
AERFRZW, B SRR PR RBES
CVD 1 KURS: 5 1E ARG, B3 o 1 ot IR 245 (b2 5
CVD Ay KU 52 6 AH 2, 3% 5 mi R A A B B T 25 )
PP R SR EARER A X, T RA A B/ R

- 18 -

O LA P B FE I IR 3R, BT LA AE RA KB YT 3 72

Hh e R B LR 5 ) RA P 16 2l A4 ] i, B 0

P 7 B TR AR 450 L R 2 ) A R X0 1 A

EXiNE AL IPI RS iia U R DO K= WA TN

M54, B IR 53 25 ok 0 L8 2R G2 52 i Y AL )

R B B 0100 AR T e B8 22 A IS0 R X AT IR R 5

KBRS ME A RA BRI B XU A B Y

W,

&% i

1 Smolen JS, Aletaha D, Mcinnes IB. Rheumatoid arthritis[ J]. Lan-
cet, 2016, 388(10055) : 2023 -2038

2 WU RAMAR, AR A R N ST A S B A A
BT RGP (1], T EARIEEE 245K, 2013, 13(3) .
300 -307

3 Meune C, Touzé E, Trinquart L, et al. Trends in cardiovascular mor-
tality in patients with rheumatoid arthritis over 50 years: a systematic
review and Meta — analysis of cohort studies[ J]. Rheumatology ( Ox-
ford) , 2009, 48(10): 1309 - 1313

4 Avina - zubieta JA, Thomas J, Sadatsafavi M, et al. Risk of incident
cardiovascular events in patients with rheumatoid arthritis; a Meta — a-
nalysis of observational studies[J]. Ann Rheum Dis, 2012, 71(9) :
1524 - 1529

5 Wang L, Zhang Y, Zhang SY. Immunotherapy for the rheumatoid ar-
thritis — associated coronary artery disease; promise and future[]J].
Chin Med J (Engl), 2019, 132(24): 2972 -2983

6  Santos — moreno P, Burgos — angulo G, Martinez — ceballos MA,
et al. Inflammaging as a link between autoimmunity and cardiovascu-
lar disease; the case of rheumatoid arthritis[ J]. RMD Open, 2021, 7
(1): 001470

7 Zhu F, Wang Q, Guo C, et al. IL —17 induces apoptosis of vascular
endothelial cells: a potential mechanism for human acute coronary
syndrome[ J]. Clin Immunol, 2011, 141(2); 152 - 160

8 Arts EE, Fransen J, Den Broeder AA, et al. The effect of disease du-
ration and disease activity on the risk of cardiovascular disease in
rheumatoid arthritis patients[ J]. Ann Rheum Dis, 2015, 74 (6) :
998 - 1003

9  Nissen SE, Yeomans ND, Solomon DH, et al. Cardiovascular safety
of celecoxib, naproxen, or ibuprofen for arthritis[ J]. N Engl J Med,
2016, 375(26) ; 2519 - 2529

10 Cannon CP, Curtis SP, Fitzgerald GA, et al. Cardiovascular out-
comes with etoricoxib and diclofenac in patients with osteoarthritis and
rheumatoid arthritis in the multinational etoricoxib and diclofenac ar-
thritis Long — term ( MEDAL) programme: a randomised comparison
[J]. Lancet, 2006, 368(9549) . 1771 - 1781

11 Smolen JS, van der Heijde D, Machold KP, e al. Proposal for a new
nomenclature of disease — modifying antirheumatic drugs [ J]. Ann
Rheum Dis, 2014, 73(1):3 -5

12 Pincus T, Gibson KA, Castrejon I. Update on methotrexate as the an-
chor drug for rheumatoid arthritis[ J]. Bull Hosp Jt Dis (2013),
2013, 71 Suppl 1: S9 - 19

13 Brown PM, Pratt AG, Isaacs JD. Mechanism of action of methotrexate
in rtheumatoid arthritis, and the search for biomarkers[ J]. Nat Rev
Rheumatol, 2016, 12(12); 731 - 742

14 Sun KJ, Liu LL, Hu JH, et al. Methotrexate can prevent cardiovascu-



S 20

2022410 A 51 & 10

- BRIl KT -

15

17

19

20

21

22

23

lar events in patients with rheumatoid arthritis; an updated Meta — a-
nalysis[ J]. Medicine ( Baltimore), 2021, 100(7) ; 24579

Agca R, Heslinga SC, Rollefstad S, et al. EULAR recommendations
for cardiovascular disease risk management in patients with rheumatoid
arthritis and other forms of inflammatory joint disorders: 2015/2016
update[ J]. Ann Rheum Dis, 2017, 76(1); 17 -28

Solomon DH, Avorn J, Katz JN, et al. Immunosuppressive medica-
tions and hospitalization for cardiovascular events in patients with
rheumatoid arthritis [J].
3798

Rozman B, Praprotnik S, Logar D, et al. Leflunomide and hyperten-
sion[ J]. Ann Rheum Dis, 2002, 61(6) : 567 - 569

Suissa S, Bernatsky S, Hudson M. Antirheumatic drug use and the
risk of acute myocardial infarction[ J].
(4):531 -536

Charles — schoeman C, Wicker P, Gonzalez — gay MA, et al. Cardio-
vascular safety findings in patients with rheumatoid arthritis treated
with tofacitinib, an oral Janus kinase inhibitor[ J].
Rheum, 2016, 46(3) : 261 -271

Xie W, Huang Y, Xiao S, et al. Impact of Janus kinase inhibitors on
risk of cardiovascular events in patients with rheumatoid arthritis: sys-
tematic review and Meta — analysis of randomised controlled trials[ J].
Ann Rheum Dis, 2019, 78(8): 1048 — 1054

Vallejo — yagiie E, Weiler S, Micheroli R, et al. Thromboembolic
safety reporting of tofacitinib and baricitinib; an analysis of the WHO
VigiBase[ J]. Drug Saf, 2020, 43(9) : 881 - 891

Ferraccioli G, Gremese E. Thrombogenicity of TNF alpha in rheuma-
toid arthritis defined through biological probes: TNF alpha blockers
[J]. Autoimmun Rev, 2004, 3(4) . 261 -266

Ursini F, Leporini C, Bene F, et al. Anti - TNF - alpha agents and

endothelial function in rheumatoid arthritis; a systematic review and

Meta — analysis[ J]. Sci Rep, 2017, 7(1): 5346
Turiel M, Tomasoni L, Sitia S, et al. Effects of long — term disease —
modifying antirheumatic drugs on endothelial function in patients with

Cardiovasc Ther, 2010, 28 (5):

Jin Y, Kang EH, Brill G, et al. Cardiovascular (CV) risk after initi-
ation of abatacept versus TNF inhibitors in rheumatoid arthritis patients

J Rheumatol, 2018, 45

Bartoloni E, Alunno A, Bistoni O, et al. How early is the atheroscle-

Autoimmun Rev, 2010, 9

W. J. Bijlsma J, Buttgereit F. Adverse events of glucocorticoids dur-
ing treatment of rheumatoid arthritis: lessons from cohort and registry
Rheumatology ( Oxford) , 2016, 55(suppl 2) : ii3 —ii5

Del Rincon I, Battafarano DF, Restrepo JF, et al. Glucocorticoid
dose thresholds associated with all — cause and cardiovascular mortality

Arthritis Rheumatol, 2014, 66 (2) .

eSS SINN BN 77PR PR (S TR DU R D G R S e P
FeAfii§ A TNF — o, IL-1B, CRP ZEfLRYBFSC[J]. hAEHEEZ

UK E R SRR R JN TNF — o F 3 7 /) LA 2
RGBS T]. PRI ELS AR, 2020, 40(4) : 480 - 484
Yu HH, Hsiung NH, Chiang JH, et al. The risk of coronary artery
disease in patients with rheumatoid arthritis using Chinese herbal prod-
ucts and conventional medicine in parallel: a population — based co-
hort study [J]. BMC Complement Med Ther, 2020, 20(1) : 100
(W H 1. 2022 -02 -03)
(&R H . 2022 -03 -11)

(EBH157)

8

11

13

Mai L, Asaduzzaman A, Noamani B. The baseline interferon signa-
ture predicts disease severity over the subsequent 5 years in systemic
lupus erythematosus[ J].
Peschke K, Achleitner M, Frenzel K. Loss of trex] in dendritic cells
is sufficient to trigger systemic autoimmunity[ J]. J Immunol, 2016,
197(6) : 2157 -2166

Torre D, Lachmann A,Ma’ayan A. BioJupies: automated generation of
interactive notebooks for RNA — Seq data analysis in the cloud [ J].
Cell Syst, 2018, 7(5) : 556 —561

Bai Y, Tong Y, Liu Y, et al. Self - dsDNA in the pathogenesis of
systemic lupus erythematosus [ J]. Clin Exp Immunol, 2018, 191
(1):1-10

Mellor — pita S, Tutor — ureta P, Rosado S.
supplement intake may increase arterial stiffness in systemic lupus ery-
thematosus patients [ J].
1186

Al - kushi AG, Azzeh FS, Header EA. Effect of Vitamin D and calci-
um supplementation in patients with systemic lupus erythematosus
[J]. Saudi J Med Med Sci, 2018, 6(3): 137 - 142

Wang J, Dai M, Cui Y. Association of abnormal elevations in TFIT3
With overactive cyclic GMP — AMP synthase/stimulator of interferon
genes signaling in human systemic lupus erythematosus monocytes
[J]. Arthritis Rheumatol, 2018, 70(12) : 2036 - 2045

Kato Y, Park J, Takamatsu H. Apoptosis — derived membrane vesi-

cles drive the ¢cGAS - STING pathway and enhance type I IFN produc-
Ann Rheum Dis, 2018, 77

Wang T, Mei Y, Li Z. Research progress on regulatory B Cells in sys-
Biomed Res Int, 2019, 5(22):

Xu Z, Liu L, Cui Z. The unique inhibitory IgG receptor FeyRIIb
[J]. Protein Pept Lett, 2018, 25(11) ; 966 —972

Karimifar M, Akbari K, Arefnezhad R, et al. Impacts of FeyRIIB
and FcyRIIIA gene polymorphisms on systemic lupus erythematous
BMC Res Notes, 2021, 14(1) . 455
BELEE, EX, F. ORI DN2 MAAT CRAC FI 1 I 3)
HUXCHE 07 [ 11, o1l K 2% 5 J . BE 2% B2 B, 2021, 42(6) -

Otomo K, Koga T, Mizui M. Cutting edge : nanogel — based delivery of
an inhibitor of CaMK4 to CD4 * T cells suppresses experimental auto-

immune encephalomyelitis and lupus - like disease in mice[ J]. J Im-

Parikh SV, Almaani S, Brodsky S, et al. Update on lupus nephritis
core curriculum 2020[ J]. Am J Kidney Dis, 2020, 76(2) : 265 —281

Delporto F, Proietta M, Koverech A, et al. Hypercalcaemia in sys-

24
early rheumatoid arthritis [ J ].
e53 - 64
25
with and without baseline CV disease [ J].
Arthritis Rheum, 2006, 54 (12) . 3790 - (9): 1240 - 1248
26
rotic risk in rheumatoid arthritis? [ J].
(10): 701 =707
27
Arthritis Rheum, 2006, 55
studies[ J].
28
Semin Arthritis in rheumatoid arthritis [ J ].
264 -272
29
£, 2020, 38(3); 104 — 107
30 RHE.
31
tion in systemic lupus erythematosus[ J].
(10): 1507 - 1515
Arthritis Res Ther, 2021, 23(1): 29 16
temic lupus erythematosus [ J ].
7948687
17
18
disease activity index[J].
19 #FH
Calcium and vitamin D 824 -830
20
Clin Rheumatol, 2019, 38 (4). 1177 -
munol, 2015, 195(12): 5533 -5537
21
22

temic lupus erythematosus[ J]. Lupus, 2011, 20(7); 758 - 762
(Y ks H 1 .2022 - 03 - 13)
(18 H 1 .2022 - 03 -22)

.19 -



