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H 1. 20E|A Aol 2|8 HITAFHACR 2021)
DMARDSs initiation

Initiation of treatment in DMARD-naive patients with moderate-to-high disease activity
Methotrexate monotherapy is strongly recommended over:
Hydroxychloroquine or sulfasalazine
bDMARD or tsDMARD monotherapy
Combination of methotrexate plus a non-TNF inhibitor bDMARD or tsDMARD
Methotrexate monotherapy is conditionally recommended over:
Leflunomide

Dual or triple csDMARD therapy
Combination of methotrexate plus a TNF inhibitor

Initiation of treatment in DMARD-naive patients with low disease activity
Hydroxychloroquine is conditionally recommended over other csDMARDs.
Sulfasalazine is conditionally recommended over methotrexate.
Methotrexate is conditionally recommended over leflunomide.

Treatment modification

A TTT (Treat-to-target) approach is strongly recommended over usual care for patients who
have not been previously treated with bDMARDs or tsDMARDs.

A TTT approach is conditionally recommended over usual care for patients who have had an
inadequate response to bDMARDs or tsDMARDs.

A minimal initial treatment goal of low disease activity is conditionally recommended over a goal
of remission.

Addition of a bDMARD or tsDMARD is conditionally recommended over triple therapy for patients
taking maximally tolerated doses of methotrexate who are not at target.

Switching to a bDMARD or tsDMARD of a different class is conditionally recommended over

switching to a bDMARD or tsDMARD belonging to the same class for patients taking a bDMARD
or tsDMARD who are not at target.

1. 453 g SF0IE|AH (Conventional synthetic DMARDs, csDMARDS)

USH gty SROE|AH = JOEIA HHFL| WS £5F= LS oHH 1 07 LI |TR] &
FOIM FIHE(6~125)0] 22F £ UCL 25| ABEE MEH &Y TFROE|AH0|= methotrexate,
sulfasalazine, leflunomide, hydroxychloroquineO| QUC}. FOHE|A BHPOZ ZTh A| 27| ALR7L

2= 8  methotrexate EO7F M3E[H, IJER QUCHH  leflunomide, sulfasalazine,
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hydroxychloroquineg 1&g 4 QACh

1) Methotrexate

Methotrexate= E4te| #1224 FARAZ AMO|E7IQ! Ay A, R dehd AA, ol ZH]

Ipu

2 Aoz IdHEZ 2IE LEMACL HEE 80| HWelst ZTAHE AMESILE, ¢ S40[L 40|
828 1310 L3IRALR MB517|E SICh 2 135 7.5 mgOilA ZICH 20 mg7iA| E0{& 4 UoLt

Ol E0i= UAA 00| gln BAE 20| AN o7t HQSICt S5H Hikls BAE2
o 2s, HAL AT ZiA, i ZEA 0 ZEEM0] Qlol, 2&A2 ZAE 25 0iY 1~5 mg2| &
HZ5= 0| HAEZICH AR okM ZHASE MEZ(Creatinine clearance 30 mL/min 0|2, &

HY, B Z2ES 0| tisiM= AE S710]LH.
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3) Sulfasalazine
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2. M23t4 gr=0tE|AH|(Biologic DMARDs, bDMARDSs)

d=ot2 SROEIAH= CHfet B AfO|EFIRIe] Mdat 7IsS o
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Istn HIAMEE EEdstete
EM ROE|A ZEHO| WS AAlst= T ZAO|CE d=SHH LROEIZAAE TNF AA|H 2t
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non-TNF AAHZ CIA| Ml2sHe & QUL

« TNF YA|A|: adalimumab, etanercept, golimumab, infliximab

« Non-TNF A[A|: abatacept, tocilizumab, rituximab
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H 2. TNF dHHQ &5
S5 g0l 32 88 Y 5o (|2 2%)
of 230t 40 mg
Adalimumab |3} =0z AMEot= 49 UiF 40 mg = 0f 2=0Ct 80 mg
o= & 7ts
Etanercept m|5t O0f= 50 mg == O4F 23] 25 mg
. o O 430iCt 50 mg TSHFAL
Golimumab olsf, & e 0f 8Z0ITH 2 mg/kg HUEAL
. s 0§ 8=*OICH 3 mg/kg A=A
Sk AOH
Infliximab njst, T Of 220[CH 120 mg TEHERAL
2) Non-TNF HA|A|
@® Abatacept
Abatacept= & HA| MZL| CD80, CD860 Zelsto] THIZS| CD282te| Zels Wallte=M T
FUZAK = HSof| e ({60 kg: 500

NZ 284S Aot M=A co-stimulation ZZA[0|Ct
mg; 60~100 kg: 750 mg; »100 kg: 1,000 mg)22 Of 4F0iCt £E0{5t, LSHEAA = 015 250
e mMd o

mg= FOoiC. 7t gifeh BAE82 &8, d7|= HY, QURFE, o[k
= Stiret ROE|A ZEE AN SFEZES HIRS O|LARIZE O Atx LIEtRTHE 20t

(CoPD)= St
A0 F2|5HOF It

THE 20|t TSt

@ Tocilizumab
Tocilizumab2 HESd AO|EFRIQI IL-60| +EX|Qt ZAesl= AS HAISH=
FAAE 162 mgS Of 2F0ICHEZP 25528t 49 05 Fost, UFAKE= 8 m g/kg% of 4
1 0l 42 800 mgES Al ¢3). S5t O|4tEE2 A7|= AHE, ASFY,
ol ek=9| LHALE B7IAZE 7ts

£35| CYP3A4Q! 9F=9|

ZAHEIHESOICE CYP4SO,

£s, 1gy, ¢
40| ez TL|E{Z0| EHQSIL,
@ Rituximab
Rituximab2 BAZ HEMO| 235h= CD200| 2¥A2z BtE35t0 BMZE A#H5k= THE2A(0|C).
18] 1000 mgE 2 7H4C=2 23| {YW ROJsiCt. BMIZY} S|=EEl=0 +7120| Ze|B=Z, 0f 24=0fCt
= QUCt F Uh30| 71 S5, BMZ7} DHi|E[HA CHEO| AO|E71RI0| WEL|
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HM LELLtE Zdo2 w3A ULt SRIIZE|TO0|E, OMM|EOH| L, 2I5|AETAE 302 X F0i5t

OFE|AX| (Targeted synthetic DMARD, tsDMARD): JAK 2|4

FOE|A 2rdgol &l 7|4at ZEE B 220 28eiCi= oA d=sHy SROE[AA FAL

—_

i}
0
0
el

SEA|T, H=SHA A|A|7F ob ShIAAO|L AFAlEkE UM ZH0I7F D, MZ LHOA] ZOojLt= Cf
ot S HSE AGtER ARA AAMAHEL FHE|E oot B g SROE|AAZA JAK AHA|
A2l tofacitinibO| 7t MA z|=0f| ALEE[7| A|ASER, O|0{A baricitinib, upadaticinib0| =L &

QL0 AFBE|ID ULt JAK (Janus kinase)2 BSE AOIEFIRIS] M= L +EA40f {Izlst0 ESS

AO|EFIRIS MSE MZE LHZ HESH= FE= oh=hl, JAK AAAZE JAKS] &d 22/0 Zefsto] Cf

ot M FSY AMOIEZIRIS| 4e MY H=E AHACEZN o e LIsiCt JAK dAH= H=
= HEA Y SROE|AHN L HESHM ALE 7hsSIL, WESHA YROE|AA E= OHE JAK A
o= HESHA| Y=Lt Sthist Y, Ad SYS HIXSIH 22 S5 A2, &, X, AL 39 2
dS 415k QR YEIE FIE|0] o7t QST §3] JAK AAMA|O| o5t tie =2 ZF A0
OFA[OIRIOIIM O &2 Zez2 Huk|w Qlot
# 3. JAK AHAH<C| SF
e £0 3= 8% 8%

Tofacitinib PO 5 mg bid(&Yd) L& 11 mg qd(MYH)

Baricitinib PO 4 mg qd

Upadacitinib PO 15 mg qd

1
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Biological and targented synthetic DMARDs in
Rheumatoid Arthritis

® .
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l TNF signaling ‘
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J%! 3. WESH IROE|AX BA gfd SROE|AHQ £
(EA. Int J Mol Sci 2020;21(23):9067)
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U SYO2 AUHO| VIS &40t HHO| LIEHt= AZIHSY

ZEo|ct.

+ EOIE|A HHEHOR ZITH A| methotrexate £0{7} MSE|H, Z7|0|7Lt 22t 2285t E2 leflunomide,
sulfasalazine, hydroxychloroquineg 1&g 4 QUCt

o HEoHA SIROE| A= fAof w2t £ 8, £0 A=, 0 7HA0| 0|7} Ao D= A|aleh &Ql0| H 35|t

* Methotrexate?| 517t SF5IA| Y2 E% W=t SFOEIAA E= A ghd SROEIAHE FI65= A
O] A=t

o UEoHA SIROME|AX E= BA ghY SHROE|AA|| 2| Zaut HAHSHA| ¢f2 R €2 AL UE U= E=

CHE AEE WA E0{(switch)& 4 QUCH

o
ro!
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1. Pharmacotherapy: A Pathophysiologic Approach, 11e

2. Smolen et al. EULAR recommendations for the management of rheumatoid arthritis with synthe
tic and biological disease-modifying antirheumatic drugs: 2019 update. Annals of the rheumatic

diseases. 2020;79(6): 685-699.

3. Fraenkel et al. 2021 American College of Rheumatology Guideline for the Treatment of Rheum

atoid Arthritis. Arthritis & Rheumatology. 2021;73(7): 1108-1123.

4. Analysis of Prescription Patterns for Rheumatoid Arthritis in Korea. Yakhak Hoeji. 2019;63(6), 3
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