DOI : 10.6314/JIMT.202510_36(5).02 R

£ I

FA R PR Bp K S AHE BA Bp K A6 R IR L R R B R

R

wm B

JA % 9% (rheumatic diseases) 2, # # ¥ M Bl & % (inflammatory arthritis ) * /& P4 £} 5% %
— BB 0 50 0 R @R R B B SRR AR B B R o A MBI B R ER R R L& B B
B BB FABER  RERERT ARG RAMH  FFETRERNAEL RIS
o WA RN TR HGGHEY - AHEB] > RebRIURZEEY (sDMARDs) =
B B B o A% 4 BE Ay do i H #8 2] B v methotrexate (B 78 1% 48 & kA JB& B4 » csDMARDs )
& A Do g G 3R 5 B T R B Fe e PESE - AR B R AR BE M de Janus L BR IR HIE] 0 34 G
P RAFRE R o RARAF AR AR S - RGPS AT BT - RIS
ARy Fa gy ik A A RAR T AT R ERAREEHXNWERER RS2 EE

2025 : 36 - 308-313

SeH AT

BAEER - RIEAEMRE (biologics)

B S BRI EERILE ZE4) (conventional synthetic disease-modifying antirheumatic drug)

¥RERMHERIETA (rheumatoid arthritis)
BEHERIET A (spondyloarthritis)

1280 S R TZ (E BRI RLEZE (targeted synthetic disease-modifying antirheumatic drug)

5l

il

i\ #5975 (rheumatic diseases) BY3 %% 75 MRl
Fii# (inflammatory arthritis ) 7 A REHEE—{EFF
A RERL » R BERZ DU # A B 2R 25
BRA  BIALL ~ By - R R R 2R
FIRAET - P g IR SRR R K - H R S
wE R IIRHR - FEPIR R ERIE T
BEYIRIIEHR o B e 2 B G R LY
Fitk - BREREEAHEHENRERR - M4
G AR MR 1S 1S S A B

EBEHEARR

—  BAMER X T EEIERARZMRREA
(rheumatoid arthritis, RA) E2 & M 8
B % (spondyloarthritis, SpA) * LLF
DRIITHE ©
1.1
oL 0 6 DAL 1 388 8 S 26 R T Y
W RBRAREREERENSEKNE
KA 0.05%" o ¥R A H AR - 40

WpaEA  RaEr BAUL 0 220 LT ARG E AR R 21 ERESKKR



TR 0 00 BLITIL A R 309

R G E B - By R B RN B v Bl
B3ZIR - 0 H A0S E B T AF - B3N
DRI Ry 55 468 1Y) 22 B 208 2R 117 304 10 ML 50 TRt
SEPE G B AT I R A ] e U % R 38
I S E B IRE R F AR S5
B RIRIGIR T LT B 2 -

1.2

FHERET R 2 WIS T EEEFHER - R
TERIRTR - BRVE ISR HRH B R R A -
LRI DA 52 S5 B R el e B B AT 3R - BR T
BARTR - th e ER A BT B3 4 s S e
R R o PIANEE MR HER N A Ak BT
R o AR (dactylitis) BEMMZEIGE -
T BLFRBIR A RF 1 o BEOL - HER A S H B B
FEMERREE - UL R - ol - BB ARG R
HFEE  SELRAAR T ES RGPk O -

 BEAMRART X AVEURAKES | BRI

FRAEETE
21 SEBMEERARNER

G L HENTYT o BT R
B WREELEE - S Y e B
B HIVE IR R la IR RS B - R BVIED T
TERE e W H A SRR o BT
RIS T HE 1950 747 Bl H H R AE il BE L
HIIFZE (E— A) - ATESAE A B 2R BB -
o RTS8 5% il 22 BRI T+ SR R A A Y
BIERBIA0H sk ~ BB bRz thg B i E g2
{5 IR et -

2.2 REREZANEMRERBKRIER
2B Y BUPAIRE ACRERL Y 1999 FHBHER PREBSAS
Rz #E - BRI ERAE R
11 L APF 8 e JEE P Y ZE R G /Y 1980 AR K
MR R A9 32— (interleukin 1, IL-1) » &
JEESEIR - (tumor necrosis factor alpha, TNFa) *
TEHE RN (IL-6) B ELRI B B - A i R A
P2 SR/ IR aE 2 (B ) - B oeRE:
HJ5E$T TNFa (anti-TNFo) B4 - SEEFSINEES -
BB REA NS - FIF2RERA

2.3 iR REMARATEEEERAR

BYEH

AR R A I RE A 1994 35 (85 [88] 5% i 4 Poe 4
MR 2 W B 2 IGIRARRY BN R
PR 2y 3 i e B o 2 e R R 4B 43 1 Janus 3K
fifg > o WFTE R R AN S AE %4 Br 28 55 B ] Janus
PRI BEY) - O] R TG R B S R A
Janus BREHY S REALES Jakl, Jak2, Jak3, Tyk2 5
VAl & » 53 BB E 21 2 R M R 2 25
NERIE B S - KE R EE YR at v LUE R
PRI A FIR R R WEEE -

= BRI
3.1 B\ FEEY
FEECERE BRI ET R ATE R » 1€ 1950 FERY
FEFEE LR LG - 2 T 1980 -1 methotrexate
A8 FBALAKIEHES © Methotrexate {5 F /7~ 28
R B B 28 2 32 2 IO DUl g 1 2R o A8 48 P
B - PLBE S AR JBERIRAY 5 B AME FBALG - &
ARAE 1980 FARAEREL 5 A e i lEnaE B A
PRIR IR AR RRER » %7 = DU s AGE S
I3 R BRI E A R
FEAZEf PR ZE Y7 (conventional synthetic disease-
modifying antirheumatic drug, csDMARD) - ]t %%
VIR I A R S NS ) R
Wi ARG B BT T 0L M AR E A B o ERREA
Bt AT EERE o 6 H R BTG B S HY A= Yy ]
B RS SE TG

3.2 Y HE
3.2.1 MEBEEMEERVEZHRIET X (B2)
1999 HY 4= P B 5 P11 88 ZE P anti-TNFa
BE W SH R RS ¢ MR EEHEE %
SGERGREIRIGIRE — ST - WEEY SO
methotrexate * 2 75 B 76 A5 Y N BE 445 B H 4
A UEERIRER o G BN R
FIRH 1 BAET I - AEFFDIREDUE S A TE A -
RH B 1L-6 {3 519 22 HELE (tocilizumab) HH H A&
B RIHIVERIREABELE 2004 FE K 8 - REHE



310

methotrexate thA5 8 FLF5% - B flfIF R AR
78988 (rituximab ) 78 FH 72 2RSS 14 B B R BO 95
BEFRN 2004° - FEHL B MHREAE B0 Bl 8 B
MR o ARG EF (abatacept) & CTLA4 Eil
fifie Fe BRI ST T8 TSR 25
MRy A AAEH » talEs B 2B TNF #IHI3
JERFERBFWERGAE 10 - Hrégy) Ltk - &
Fles et H HE BB EE AR ES | - DA
PR Al B SE IR B IRF 0 S

3.2.2 MBS EEMHRIEIA

W FHER R R B R S I B 96
B EHTR © Anti-TNFo S2Y0H2% - Sl 5
JERERAET ~ LR ~ RERRIIG R E R - AR
T+ B 53 B S0 2 RS 1 T 8 A 2 A o e
WL YRS EL R By o EHMEE MR HER IR - &
FEAS FHRZ I A R B e - BB IL-12/1L-23
HEEYII1 =55 (ustekinumab ) » B DUEIEE
HZHiE (2009 SEBIREEE ) Kz ERIATR (2013
EERZEE)  HEML R MR s 1IL-17
A 2= HE (secukinumab ) » HIJFE 2015 3 it 32 B
R SEE 7 SEERE - 2016 38 B HZ 8B AT 28 K
{EE B HERBEEE 12 (U R B
HBERMEGRENREE - iz IGREE
A BNFEH B ITEE

3.3 1RELZEY)

3.3.1 IZEPEEY) 1 FEE B M RAET 2¢
2012 Janus FEFIHIEFELIZ (tofacitinib )

A

R

fESER B B (E—B) » B EEERET R
WIIEEHEA S — BB 5 o /N TR SEYIHEIR
RE I TNFao - {H325 5P BT 2 BT8R
B IR RN o FHER PR SE Y S N
TEM=MH » /Ny EEYE R DA — R E
AIERE -
3.3.2 IZEREE T B HERRRT A

Janus JEEHITH T 22 feb 388 EE USRI 26 Fy
Bl > e ez B A R KGR - BRAENY
A0 e o, S e W2 1 R T S B AR L R AR -
PEREBEY) B IR AN B I IL17 B2 123 - fH
& B 26 S AT R AR A I - BE155E
FEZEYIE B HERR B B - BRI ALK » 2
I A7y 10 AR 28 K7 i Bl 08 R R AE E 433
R ABREMLRE G AR KL A
AT LREEEY) -

F RKREE

WRPRJTIA] » BT SE LT B NIl R R T
2 B - BT IE BRI S H B2 - 2
BN R OFSIE R B R AR R 283 - 1
411 anti-TNFo SSRIEERUMFTZE R BT
& LTI 2003 HPEHEF R RS 10 o HIGH
SEVIH T SRR - BRTE S T LA R %E
VIR AT 17 o REAMEE A BIR AR O 1ML
BTN EkR R - MRS R SEYE L IE
JRBREIWEIE o H BTREIRYEIR » GIANKE R
B BT R AT B A TR B PR 22 - TG 7RI B s R
TR TR RFITSE -

B— : A. cortisone DFI B. tofacitinib 2F3 © ( DFETREKEHEDR)



TR 0 00 BLITIL A R 31

B= : BRRPERNSEIDR - BRAREREHEY - BEfRANNFRKBIRDWHEZBIRAR - SIRQ
BRERR  WETRHENLERTRIRBEY © SiRAQEQEIFRR o S BRBRNNRBIRA L8 &L

) o

WFFETIE - BR T RO S A Bl i U
AT - BRI K e S e B BG SR
DT BIPA F R B2 ~ /R IR AR
il P CREBEEET] - FIEMEaE
B MO B R 20T PR RNA Bt - S
B e e MU R REL R AT, - AR BR AT
BURRIREEE 7 BRI E RIS - hiEF
ARG B R 2 -

h -~ fERE

e BRI I 25 R R 5
FREERIRN - R RATE T g PR 5 -
TEER AR B E R A T REARGE - SRTETHY
W ZEan B A RNA E 5755 - A R B -
e A KH P DUE R AR A s o SR AN AR
(AD) O R OE153E L BUR 1S DU - $2 00Ty
Wgedim - 5 AL R TH » HIERZENRE 2
HrRIbT e AR ERE A ER R B - A REAE W]
B N EBUTGR 2R -

\

23Rk

. Yu KH, See LC, Kuo CF, Chou 1J, Chou MJ. Prevalence and

incidence in patients with autoimmune rheumatic diseases: a

nationwide population-based study in Taiwan. Arthritis Care

Res (Hoboken) 2013;65(2):244-50.

Konzett V, Aletaha D. Management strategies in rheumatoid

arthritis. Nat Rev Rheumatol 2024;20(12):760-9.

3. Benavent D, Navarro-Compan V. Exploring the latest ad-
vances in axial spondyloarthritis management. Nat Rev
Rheumatol 2024;20(2):79-80.

4. Kungwankiattichai S, Maziarz RT. The history of cytokines
and growth factors development. Best Pract Res Clin Hae-
matol 2025;38(1):101612.

5. Tofacitinib. Wikipedia. 30 July, 2025 (https://en.wikipedia.
org/wiki/Tofacitinib).

6. Maini R, St Clair EW, Breedveld F, et al. Infliximab (chimeric

anti-tumour necrosis factor alpha monoclonal antibody)

versus placebo in rheumatoid arthritis patients receiving

—

0

concomitant methotrexate: a randomised phase III trial. AT-
TRACT Study Group. Lancet 1999;354(9194):1932-9.

7. Moreland LW, Schiff MH, Baumgartner SW, et al. Etaner-
cept therapy in rheumatoid arthritis. A randomized, con-
trolled trial. Ann Intern Med 1999;130(6):478-86.

8. Nishimoto N, Yoshizaki K, Miyasaka N, et al. Treatment of
rheumatoid arthritis with humanized anti-interleukin-6 recep-
tor antibody: a multicenter, double-blind, placebo-controlled



312

10.

11.

12.

13.

trial. Arthritis Rheum 2004;50(6):1761-9.

Edwards JC, Szczepanski L, Szechinski J, et al. Efficacy of
B-cell-targeted therapy with rituximab in patients with rheu-
matoid arthritis. N Engl J Med 2004;350(25):2572-81.
Genovese MC, Becker JC, Schiff M, et al. Abatacept for
rheumatoid arthritis refractory to tumor necrosis factor alpha
inhibition. N Engl J Med 2005;353(11):1114-23.

Mease PJ, Mclnnes IB, Kirkham B, et al. Secukinumab Inhi-
bition of Interleukin-17A in Patients with Psoriatic Arthritis.
N Engl J Med 2015;373(14):1329-39.

Mclnnes 1B, Mease PJ, Kirkham B, et al. Secukinumab, a
human anti-interleukin-17A monoclonal antibody, in pa-
tients with psoriatic arthritis (FUTURE 2): a randomised,
double-blind, placebo-controlled, phase 3 trial. Lancet
2015;386(9999):1137-46.

Fleischmann R, Kremer J, Cush J, et al. Placebo-controlled
trial of tofacitinib monotherapy in rheumatoid arthritis. N
Engl J Med 2012;367(6):495-507.

. van Vollenhoven RF, Fleischmann R, Cohen S, et al. Tofaci-

tinib or adalimumab versus placebo in rheumatoid arthritis.

M

15.

16.

17.

18.

19.

N Engl J Med 2012;367(6):508-19.

Szekanecz Z, Buch MH, Charles-Schoeman C, et al. Ef-
ficacy and safety of JAK inhibitors in rheumatoid arthritis:
update for the practising clinician. Nat Rev Rheumatol
2024;20(2):101-15.

Gomez-Reino JJ, Carmona L, Valverde VR, Mola EM,
Montero MD, Group B. Treatment of rheumatoid arthritis
with tumor necrosis factor inhibitors may predispose to sig-
nificant increase in tuberculosis risk: a multicenter active-
surveillance report. Arthritis Rheum 2003;48(8):2122-7.
Murata K, Uozumi R, Fujii T, et al. Effects of IL-6, JAK,
TNF inhibitors, and CTLA4-Ig on knee symptoms in patients
with rheumatoid arthritis. Sci Rep 2024;14(1):15226.

Xia X, He C, Xue Z, et al. Single cell immunoprofile of
synovial fluid in rheumatoid arthritis with TNF/JAK inhibi-
tor treatment. Nat Commun 2025;16(1):2152.

Cheng CF, Liao HJ, Wu CS. Tissue microenvironment dic-
tates inflammation and disease activity in rheumatoid arthri-
tis. J Formos Med Assoc 2022;121(6):1027-33.



R R 5 00 LI R R

Current therapy and Future Development in
Rheumatoid Arthritis and Spondyloarthritis
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Rheumatic diseases, or inflammatory arthritis, represent a distinct subspecialty within internal medicine,
primarily including rheumatoid arthritis and spondyloarthritis. The clinical manifestations of inflammatory arthritis
involve inflammation of the joints, ligaments, and synovial tissues, and are often associated with comorbidities
across organ systems, commonly requiring long-term medical treatment. The development of current medications
mainly falls into three stages: traditional drugs, biologics, and synthetic targeted disease-modifying antirheumatic
drugs (tsDMARDs). Traditional drugs such as corticosteroids and methotrexate (conventional synthetic disease-
modifying antirheumatic drugs, csDMARDSs), biologics like anti-TNFa and tocilizumab, and tsDMARDs such as
Janus kinase inhibitors have all achieved significant progress in treatment. Future research will rely on genomics,
proteomics, and artificial intelligence technologies to explore new therapeutic targets, aiming for breakthroughs in
clinical trials that enhance treatment efficacy, safety, and patients’ quality of life.
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