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[Abstract] With the progress in dermatology in recent decades, some new biologic agents and small-
molecule targeted drugs have been approved for the treatment of skin diseases, and have showed favorable
therapeutic effect, especially in the treatment of complex and refractory dermatoses. However, how to apply
targeted therapy reasonably, effectively and safely in the treatment of skin diseases has become a matter of
great concern in clinical practice. To this end, the Committee on Skin Disease and Cosmetic Dermatology,
China Association of Medical Equipment organized relevant experts to formulate this consensus through
multiple in-depth discussions and revisions based on Chinese and international research data, clinical
guidelines and consensus, as well as characteristics of Chinese patients. According to the classification of
diseases, specific guidance was provided in this consensus for clinicians regarding the clinical application
principles and treatment protocols of biologic agents and small-molecule targeted drugs.
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I BT RGN fﬁAﬁﬂé”’i% MTX.CSA, 4
iR R (RTARIE) , A R BRI 55 (ERSUR
HFAHAR | HERZE S,
’i%%‘ 7 4 TNF - o 17 ] 751 3 2R F1] 74 B 471
(IFX) MABPE R (Bl ik R B3 (ADA) A1 TL-12/23 41
ifil] 751 40 & =] g ﬁf"i‘??ﬁﬁ PRP 72U, Z2 BUHETR
P PRP AT LIRS & i ° AR GE1R )7 XME LA BUS W BT
SR B, e S ERETY . 4
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AR REITT (3202449 ) (#5 % 20244E9 H) ggge M RAERITE
W P4 TNF-« 2004 4F FDA fit fE , BUHEHEISE 2006 4 NMPA it #E 4K R 75 3 A RN« HEFE B T ST 25 mg 5 /48]
(etanercept ) T ARG 80657 B 1g A V) 2L T AR N A 2K, 850 mg B 1 ~ 21K
i1 [ BEHOR R 8 9w B A i [ B O AR T8 9w B7R YT
LKA Py T TNF-« 2006 4F FDA it o, BRAEHEF 2007 4 NMPA #it #E , BLHE fE B A :550.2.6 LR G &
(infliximab) T4 8 95 56 45 4 FIIE T R % | T RELIR I H X CSA 8 J& T e K 4 2 S g/kg,iﬁﬁii
YT B RN T B B UK AR MTX OGRS RGLIR T RE TR, 2P 2 h, IF
i Fr AL AR = 8 AS BB it 52 1Y %’c}l"’*ﬂﬂﬂﬂﬁ?‘”‘ai%ﬁfiﬁjﬁi
1 4 i B ROIR AR S s B A Ao 14 B R BE RN, WA
B ﬁ%ﬁ{ﬁ
B 35 A BT TNF-« 2008 4F FDA it fE , UL HEFH 2016 4 NMPA it #f , B4t #E A PN S50 J8 B2 T iFST 80 me, B
(adalimumab) T ER E T RAES RS H T ST REEIR T 1 AL K225 1 G, 82 B K FES
BITEOCIT P EEEER A E S B PR R B 40 mg
R R S g N BB B
B AR T TNF-a 2018 = FDA fit o , BUALHER BRI B MA:%0.2.4FKETFHESH
( certolizumab pegol ) F RGP E R 400 mg, fﬁ#ﬁ*‘]ﬁﬁﬁ?&%
PR REHRCR R T o 8 200 mg, & 2 J&] 1 X 8¢ 400 mg,
%4;.;., W (5% FDA 350
A JAE Ay JC BT [L-17A 2015 4F FDA it , BRHLEFH 2019 4F NMPA #t #E |, 204t #E A WA :H0.1.2.3 4FHKKETF
(secukinumab) T 6% LA il 5 LI sl R4t M P55 REGEGT7 806 7 8 4 51 300 me, Bl g B4 T8 1K
7 FBEHCIRER B R fERY 6 % KA b B R 300 mg (fA & K T 60 kg AT LA %
YA Je B BEHCHR 1 I 755 48 4 IS4 2577 1t 150 mg) . 6% K L
R JL&‘E A <50 kg HEFE LK
il 5 A 75 mg; (K H > 50 kg, #E
£ BRI A 150 mg
H< AT BR BBt [L-17A 2016 4F FDA #it o, BUALAE R 2019 4F NMPA 4t o , Bl E A A %%oﬁﬁ?&ﬁﬂsom
(ixekizumab ) F6%#LLE IE_A%%{ATT—& FIRIT A8 ARG IR ITEE $2.4.6.8.10.12 )5 ﬁ%’]ﬁ?
YO 1 b BE & R B HOIR R 7 (o B 2 o BEHCIR 4 T 8F 80 mg, I /5 i?ﬁ(?ﬂl%jﬂ
B E R T REH D WA E 80 mg, B4 Ji 11K
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i % R JC BT IL-17A 2017 4 FDA fit o, B4t 2020 ’i’ﬁ NMPA it #E , B4t #E B PN 55 0.1 .2 J8 50l B 3 5
(brodalumab) TIRIrE & ARG IR S80OCTr H T &G REIRT7 80O6I7 1Y 210 mg, M J5 B 2 A 2 F 3 Y
EfJ‘?FTEEHfEFﬁIfJ%UUE& 4 9 fﬂz)krP@a P BE R R E 210 mg
o Hfth REIRIT LA AN HBHE
B
ERILVE D) [L-12/23 2009 4F FDA L , BUALMEH] 2017 4F NMPA $it o , B4t A B0 4 RIMEE 12
(ustekinumab ) T 6% LA F 4R 8 LT R F F X CSA . MTX %5 H Ath & B2 RS 45 mg, RT‘HEEZJ-IOO kg
v B % H R B HOR AR Y g R %‘E?‘*ﬁ’j PUVA(%'E"HE*%?H [ E8 3, EE R UGT) i O 90 mg,
= BN A)ANE A B 6% LA EIJLE AHE <60 kg,
Tk 52 1) 6 % DA - vp L BE K 0.75 mg/kg; A5 60 ~ 100 kg,
BESCIR R A 9 8 A 45 mg/{k AHE > 100 kg,90 mg/v(
BOABEETFESN, WEE 12
125 11K
NE Sop, ki) [1.-23 p19 2017¢bDAﬁtH-t AL HER 2019 4 NMPA 4t #E , B 4t o A W 56 0 JE] RS 4 J5] B2 B 7 5
(guselkumab) Sl B ARG IR E B HTiEa R&ainirhE 100 mg, JHZ.FQSFJE‘FEQT
&&%ﬁ%ﬁ*ﬂ%ﬁﬁmx TR ERHREERR AR E 100 mg
N3
FI) A 27 BR BT IL-23 p19 20194 FDA Hit fE, BRHE#EH B AR B WA 5508 55 4 Fi B F 5T
(risankizumab ) “‘Jﬁ‘&%ﬁ?&ﬁﬂ@#‘ & & B 150 mg, Jl'-tf:ﬁ 12H§—FE§
Bk AR 8 o AR B R T R 150 mg
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(tildrakizumab) g8 3R I OGS B RE & BT o RAGIR T B8OOGS A 100 mg, 5 & IZF KF 3 5
P] 3 K w] 4F PDE-4 2014¢FDA HEoE, ILHEAE R 2021 4E NMPA L HEFH T/ & B AT RER 10 mg, 1IK;
(apremilast) CHANITTRBLIGIT IR OCST R RS A T R FB2RKOR 10 mg,2 K ;53K
R FE BEHROAR 4R S 8 FE BEHOR AR G f5 & F4 10 mg. F4 20 mg; 55 4 K
20 mg, 2 K ;5% 5 K E4 20 mg,
T4 30 mg; /5 30 mg, B H
| 2 K
kB A JAK1 . JAK3 2017 4F FDA#EHEH Ti697 1 2022 4F NMPA #tt#fE FH 3R 77 B A AR 5 mg, B H 2 K (R 8
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BB KT REHE
ok ERe TYK2 2021 ’1: FDA #t #E , B84t UE H 2023 4FE NMPA #t#EH T-6 & B N« HEFEF 4 O LR 6 mg, B
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R2 IRITFRNME R R (AD) B A= J il 770 7 4358 1] 25 M1 AH A7 B

* E5
25490 2 ik T ek gy N Pk g S R AR
B AT B4t IL-4Ra 2017 4 FDA #tt o , BR4E#E 2020 4 NMPA 41t , PR 4it A BN 2 BRI B 600 mg
(dupilumab ) HTiRir6 1A AU ER  #EMHTIRIT /M2 Pl (300 ng_F{fﬁ'j'Z(k) i /5]
JL3E AR P AD SR A A 2 300 mgBF2 1K, 6 THZE
BE Y64~ H &AL JLHE 5% JLE AKE S ~ < 15 ke, UIHE
/AR E B AD 200 mg B B F 5T, i Jm 200 mg
B B 48 1K ;15 ~ <30 kg, ¥)

G 300 mg 2 FEST, A
300 mg BE4 JE 1K, 6~ 17 %
JLEE AR 15 ~ < 30 kg, W bh
600 mg ( 300 mgﬂzT&%
2 X)), 5 300 mg & 4 5
1 % ;30 ~ < 60 kg, ¥4 400 mg
(200 mg FESF 2 K) , K Ja
200 mg’éﬁ*zﬁﬁlm;w:éé:ﬁo ke
F VL L, 9] 4G 600 mg (300 mg
J}:?E_%Tzu,) It J5 300 mg
B2 1K

A AT FE P [L-4Ra B AR RA 2024 4 NMPA it # | B N : W] 4E Al & 600 mg
(stapokibart ) SR IRANAEETE AT RN {ijzﬂ” (300 mg B BFRES2K) G

i A N2 IR IT B R 300 mg, B2 J&] 11K
TR AD B

RN E [L-13 2021 4 FDAﬂI EMA #itifE, BRIk G N 2 4G R & O~ 600 mg
(tralokinumab ) Bt HEH FIgIr 1285 & (150 mg 2 FiFEST4IR) )G
Ljiﬁf'“*—ﬂ%ﬂhij\t H 300 mg £F 2 J& 1K (150 mg J¥
AD B E THES2K)

K Hii 2H HL T 113 2023 4F EMA it e, SEHEE BRI C 12 % XLl | HAKEZE /40

(lebrikizumab ) Ti&HE > 40 kg #Y 125 B/ EMMB AN WG ?ﬂj

o DL |7 A4 R 500 mg (250 mg £ F &

B AD B 2), é}%lh% 0J& ﬁl*%z

zﬁﬁ HEFRF R &8 250 mg, i

1R, RS 16 5 3k15

E@E“JII’V BRI 07 , K 3 4 1)
250 mg, B4 ] 11K

Zs B f| Bk b IL-31Ra 2022 EAE HARHEAE , L BRIk C TBTT 7 & 60 mg J2 F ST, &
(nemolizumab ) By 13 % VL F L E A 48 1K
ﬁE}\ 5 AD M AR

OBk BT IgE R IE I E 24 BRI I UE 2y C ll’“%ﬁ?ﬁﬂ?ﬁﬂ?ﬂ?ﬁlﬁﬂ‘]

(omalizumab ) & %N 150 ~ 450 mg B
2 ~ 4B 1R, R FHES, &K
4k 600 mg, FF2 & 11K

5% e JAK1 2021EEMA$H:{& AT 2022 4E NMPA #it # , Bi4it A 12 % J UL b HAKHE > 40 kg Y
(upadacitinib) wIT 128 UL EhEE EHTIRI N HAMMRSS W /DA A T 65 iﬁ’lﬁi
DEE% Fr (CHgE Rz 5 i 22 5 A ) A EIEFIE 1SmgB H 1K
il 77 ) N B A E A E ' 1 AR 5 40 Ry 28 ASAE AT 58 N &2
FRBIT 122 KL E 30 mg A H 11K, ﬁu3om 7ol
H '“ﬁﬁlﬂw\mﬁh : A k@J}E{w}uﬂ 15 5
T AD BRH {5 G A 28030 A oy
65 % J LA b RN - HEFF 7] i
HM15 mg, B H 1K

(IR = ) JAK1 2022 4F FDA L #E , LT 2022 4 NMPA #t #E , BL4it A 12 % R VL EHF/DERBA
(abrocitinib ) WIT 12 RV EbE MWERTIRIT 125 U LE W HLHEFE & 100 mg, B H
FAD B # T /A 4E R P 8 B AD 1 W 3 Ak 5 an ok 52 81 38 43 Wi
B 2, AR 7R A 1 in 2 200 mg,
A H1 K;ﬁﬂﬁ%i%@ﬁ?

65 % VAT WUAE B, JT

& 200 mg, & H 1 wxad
AR R L 1697 12
£ 100 mg B H 1K, 4E %
2 FHZE 12 B R A E
;}r“ , W45 FH

e R JAK1/2 2020 4E EMA#t#E , LT B AR C LR N4 mg, BFH 1IXH

(baricitinib) BIT R AP E BE AD B iz ; H2 Hi5 agﬁ&?ﬁﬂ,‘{%%{ﬂ,ﬁf
U N 2 mg, B H 1 IR4EFFIR
I7 . WG IT 8 A AR 3K 1%
IBTT LB N % e 2y

&S ERE JAK1/2/3 . TYK2 202047 H AL, H T BRI G kA 2y, B H 2K, &

(delgocitinib) JR a6 97 16 % UJZ{-F?‘C IKAHEIL S ¢
i AD %

k

8 1=

i

3

-
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v

ﬁf:ﬂmal
St B R 3 ok
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S )

Py g [ 7R AR A1 5L [ PN 3R LA A S & 1. 1

SR IE = JAK1/2 2021 TEFDASEAE, T 12 B Akt C Jith iR IR 2y, H 2K, IR

( ruxolitinib) G RV, R EAD B K i A o A R o
20% , H R AR 1 60 g

vo N AR PDE-4 2016 4F FDA L, BRI #E 2020 4F NMPA it #E , Bt A Jb R IR 4525 , B H 21K, 1A

( erisaborole ) HTF3IHRBRU EIILELER #HT3IARL EJILER F KR 5 A] WA

NFEH R AD BB AR E AD B & H 1K

L, AT = ; 1K, ﬁﬂ.‘ﬁaﬂiﬁﬂ “‘ JAK, Janus 38U ; TYK , B8 20 /& 50U ; PDE , W5 8 g ; FDA, [0 2500 5 B Ry s EMA, BRPH 24 3
o [ b R AD 27 I IR B A0 & 251 (2023 [ 22 L [H P A R B 58 8048 K L K 25000 5E HE1F

B HLE) s NMPA , [E % 24

MEAN=RESL ISP

H %52 150 mg ¥ &, 1f1 10 27 f1 16 27 B # 5 H %57

300 mg jfl| & , X 4

AR FHH(2) i g8 S FL I 4

FEN A 250 49 1 & W Fij 8 )]
% W {5 FH 58 OMZ

L= AN R

A il G O S0 18] PR ook Bk
Wt 2, A %P OMZ X G L B5HEr
M o AN AL E T ] AR P8 S B i

1] 8 AR A o8 ek W, R AR

7 . — I REPE AT

X A I A e I ) 4 e 30 Sl L300 1 e B A IXURSE 3K

%5 78T, 1E 78 47 J11E ()
OMZ.(3)EFRBE . EF

HY R A PR , i)

EAEM T, al % EAfd
(> 65% )8 A HH OMZ

65 % LI PR ANBEA ZF " .

PN & & 592 /Y —Fh LY, % — Mg e
o BRI A | Ml R s i O TR 21 0, 28 i 21 {1 255
L AR AR, D‘%&%J”ﬂ& dfin . H

(Pg) r:|T~'l+jh'E

PN —JB6 7 A 75 70 FH O 782 118 1K 5

Y YR T T IR B AR A

uEPE R E R A A E S

¥ (prurigo nodularis, PN)

(—?P

IJ —J‘ﬁZATﬁj{ féa

FEAH PRI A0 B SRR BT X U AR 1Y S5 FTAH 282K
125%) D)7 R & )i

()7 ARG T e i o 25+

Tl Xlﬁ%l‘”‘ﬁx,

TR, — 289577 PN g9 #E [m) 25 % & 3k 4tk 55 1 Ab
F 3 A Th2 B 50 19 4E B )

I N /Ny T8 e 259, e 1L-4/11L-13 (1L-31 #1198
Z M (oncostatin M, OSM ) Fil IgE 5 (19 ¥ va BEPTLAK , %

R
%E]y{:ﬂt :A{H)

2 R T KT S AR il 701 AT JAK 1t
A5 . 202249 H Fjﬁiﬁb‘t AL

il‘l 41-43 | .

7 A PN . 2023 4E9 H v [H FH %

25 B E MR (NMPA)#HtEEH TRAAFE R

1’.

He NS, A

i 52 B4, & 0L AN

% PN B H (SR :A).

, AT B IR 600 mg

2 JE 1 R T 5T 300 mg, K

RV (AR >2%) 5

MK % i*ﬂ%x JEB G Sk R AT

A IR E

LY R A B E

Lyiae—f A TRAL

#n,)\IL 31 Z K «
g 20194E 11

BT,
A REAER R

il 1L-31 5 H Az K
PLIBYT PN FH K 9K

E U Ak fr FDA REBME LG PRI 5L 8% . R AR BT
T T EJE PN Y I Z2 vhu D BSOS 42 50 %) BE
0 P S8 I, AR R 5 4 JET RIS 8 S B2 T TS A%
SR EK B PT (0.5 me/ke) , 45 R Won  EHRIR K M E
W 0a o0 4 T, 4% 55 R BR BTG T 298 B e R Bl
53% , ‘&R FI4H 4 20.2% ' . 202448 H FDA 1E R
e LS FH A PN (HEFE S : C)

( 1) % Mtk M B & (chronic actinic
dermatitis, CAD)

CAD J& ATEBE C AR B YCHP At B M 54t
P R AETE B 408 CEURON B AE 009 1 R, B
FFATEICRN JCHUENZ OCHUME R R DG ESS
o ZE 20 L I Z20E |, o 1 ) 9 g ol DGR B R A
JCERM R U IS Z20E . Jmafindr E2 A 4
T 2 RN A7 FH S 8 e P A ) R S . X T I B E
s AN G P ROCRAER 3, vl LIS R G259,
Qe it i 72 g VDR RERG S . AR 2 Rl A
/NG AR B A R AT i )
E] N 2h £ SCRRARIE CAD R #3232 B 3 ) C
BPHBRITRERHEZ B HART X4
M, AT RN REE, ,Zl-‘nnE/J%JJﬁn?ﬁJ
i 600 mg, 4K LARE2 i sl B H 17K 300 mg, 2 B
B (HEFEFR:C).

Ll

1

Lu.up

= KR ARTE

— ) -5 B KKz (pemphigus vulgaris, PV)

PV &E—F/D U H SPuiAn T A 5 R
P R I8 M B R, 1 DR 6% B0 A7 Bz JBk AR 286 s 3¢ 1 7K
i RO BE A SE T E S ) AR AR R L ]
REfC S fm. PV RUME BRI AL A5 &% L s 410 ol
fl IVIG A G 958 W Bt 55

F) ZH BB (rituximab , RTX) &2 —F# [n] CD20
) B s BE BT, 2018 4F 9 FDA L #3597 PV, LA

'&
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B AL E 2024 4 8 H ME——~8% FDA fit #E JF
T8 PV YRR [a] 254, i R TN 2 & % PV
(HEFFES:B). RTX BBV A LR B 5 WV B
40 B FLR VR AR S CDA R BY T 40 B 254 aif"‘
PV B & BURMEPUAR R = A NI B VE T YE
i FH 7% Hai s FHZERXGE PR R iR ;‘?ﬁ%
RTX 1 000 mg, 43 2 I it ik i , (I P@ 2 J& . AT LAAR
i B I ARRE AR 2 ) A Mg A L AE6 ~ 12 H
PR 25 25 LIRS K I R i -

(=) KIHEZE K AR (bullous pemphigoid , BP)

BP & WA H Btk Rt in, £ %
ZREFEN, JLEMTG DEFEN Ik JEELLAEIX% C
B B 5K 1k RIE Fs A . BPBUIR YT AR ¥ A8 &
EﬁJilﬁ?Hi*r%bfﬁw‘éa’?ﬁfzﬁijﬁr“a_ﬁﬁ\Wk?aE‘f &)
HMMARG N HISERBPH FEIRIT FEY . It
Ah,FEXT BP A& dpa HIL ] H 4 S5 A A e e A 4 ) 5P e
L A A BP i) B BT s

1. RTX : KX P B2 Bk -5 TR =
YE N BP I =2 I697 ">, HHIRTX,
) 5 AR A, 22 oKk 2 KU PR O 1T RIGIT 1 &
(1 000 mg 73 2 Uit ok a3 , 18] B 2 &1 ) A sk B2 98 T
L (375 mg/m* AR E A, BJE 1K, EZ4 H) ™,
W 5% 2 BH X P FP 7 29697 BP ST ROC M ik 2 7 .
RTX AJYE A MEVG PE BP ) —£RIAYT 5 £ (EFRFR .
B), [A] i) RTX Al R 19 EK 51697 vl 78 ik 20 P8 2 57
= HAEIA B ROV &4 R i) HEa L, B3R S
A HSE R R

2. FEE R JC BT - B R BT AN S RH B 11L.-4

HIIL-13 4 5 A5 = 5% S, 0 H & 50 i) i8R P 62 21
Mo IL-31°  WF9 Woas , B3 A T gt ol sl 2
,.—:mﬁiﬁ{ f*“‘BP T 0 A2 HH T 2% it ME VR T R
FESY, MEIRTEBP AR H R AD HZh & BB KK
T?f:%a‘ W-F) JCEPT 600 me, IR 5 5 2 J5 T 1 Y
300 mg(HEFFEL . C) , (HI 4 B & HEEH /045 il g
&, Rt 290 R 288 1k, B8R TT
aﬁﬁﬁ{u%ﬁwﬁﬂ TSk

3. OMZ:OMZ v] LABH 1F TgE 5 AE A 4 g A0 HAth,
SN A E) FeeR 1T AH B AR, 8 1 45 6 2 0F 5
[gE 1Y Fe X384 ik 20 R RE AT B BERL, T I8 FeeR 1
2RI B IgE-FeeR | 5%, 20094 OMZ B IK
RS 1 IMETE T BP B 2 16 5w 15 4% 18
R4 OMZ G IT MEVAETE BP RUIT AL, 45 3R B K Z
BE A 52 53 T OMZ GBSy (B2 1 &) 300 mg/IX , &F
4 B 1IR) (EFEFH:C), fﬁi‘*HTlé]%Tl—J(tc

Z¥E 1 I RTX
1T BP {5} ,Ff

{Fl)

1I81~H ),

Y
2

HY

IR HY

Ik 151

/

& i

Y/

I TR,

E&EH

EE
I AR 3K 5 R E

XTI
WBITIEPE . RTX . .OMZ Fl3E ¥
H F XA [A] AL

’JTA-ﬂ?

b .

Bt DUAR A

(sutimlimab ) 3,
2017 4 8 H ¥ BIVV009 457 N BP I L 25 @ .

(=) 3RS

3L,

-J& 5 an 3678

~_E3:§

IEi%N:0F:

A R
fi e

il
il

bullosa acquisita, EBA )

Fh

{12
FR)

5

=2
25

17

A

i)

EBA X PR N ERIE RIEHE , & —F e
Bz 99, i R 263X A 7K g
25 ¥ E A
fu 45 CSA MTX .MMF R
AN ) K IVIG %

o BUIR 1R & /) 7

1 5t
EinE . EBA
TR il
7@"‘@%& AZA FRIKABE S 2
RTX 7 EBA £
&5 25916
Al HEXT RTX iA3
% . RTX 75
BIT T RN E
VR IR,

| K AN

LTS

(I

PNP)
PNP & —

O M
PNP J53

MI aft_

TR
V)47 iz (E
R T FEis i
) Il g A

Koot
WAL SR T T

i (F

7 EBA Lk

s

k4 .
£y 15 3&2/\473 QA";gj
)1 000 mg/IR (EHlE RS
G X EBA i@ﬁﬁﬂé

O P TIR e

L
=

ik 4z 18 2

H
iy

A Il PR b
Eﬁh CD20 Eﬁﬁﬁﬁrﬁémw an RTX . B %

- PLCD20 .91 H
HAgr DL RTX iz iH
PNP A 5% 2y 458 1)

KA

:gt
J17 3R AN
MR (HEFEFR:.C) .
L 9RE B 28 XU
TJRE 7 %€ N 375 mg/m? (1K F T
KTRITEN
| & A 500 mg/ix (/

1 5 R
57@1‘5@1 S

=

BHEKUL,

La /N

)0 A 1) i
2K/ '%ﬁuiﬁﬁh PR
BB 3 o A B
T iy ), FDA F

i&@
0 RTX fl1OMZ igIr MEIRTEBP /s 1
AB By r e et

IJT

105

58-59 | " E ﬁﬁ*

i) s FE KRR

= 1 75 2 BT
BT 2 R
751 B Il A 1K

Pt . BIVV009

2% B2 N R AE (epidermolysis

RI K
& R G

;‘:& 61-62]

EalI57 Ja Sk Y EBA S %

xR

152

LY

A 968 Az bk B2 58 A= P
IR =3

=1
e
LU

{nj

IEREEEIRS Y

EpON

NEis

1 B ek
P Im 5

= P A

__ & f ﬂﬂﬂﬂiiﬁx?

T8

ARG 3

93 )‘j{ {E fy

{E FH 5
;é“'*":‘ﬁl

[
o IR PR
BTN S

K% H Y B élﬂﬂﬂi

, I DA AR

Fr PNP /8% % [0 A= 7 il 771) 3

KR

KT

- KMz (paraneoplastic pemphigus,

i, 2
PNP #§ 5%

a3

[

- B FR.

E 2N R AR

7 PNP F

G RARHE

o 3fC Fe Ry 11 84 CD20 E
FL % B 4 R AR AN,

"% G TR E L RTX GBI A
i e, {HE 9 S

R % IR LT

A4, HA B R
AT A SCHR 8 5% 2K R
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LIRS AR IR L A] 7T ] 26T -5 B T bk T 98 A Ao 7 s i Dk, 10 mg/ke, BT 3 IK B
Yoty PNP KCPAEREAT OIS ™ MO AT 22 B B4 25 1 Y. ISR
Sk 4l 38 FH $T CD52 # v (& BT AK ] & BR BB $T LAl B A S L IR YT 6 1 H RN 1 %A L

(alemtuzumab )

i 2

fiE,

28 K 1 IK, if ki 1 ,
© L 2R G oieg e G

A

S
\__

I

KE
\.|."'L

;,ﬁ.

Fr I

'c:‘f;{‘HE 3
MY

.25

L— 12 T

V8J7 PNP, i% E
240 B, 375 S 0 A0 T I 40 R AR
YT H RS PNP YT &
RIS — 2

1 RTX M Z Bk B
55 HAEAH R L% 2R e i Jeg -
RTX i A
BEJE 1L IR, ELE 4 4

]

g 7

%4 ZH 21 9%

erythematosus , SLE )
SLE & —Ff LL 2 2 R 40 5+

B8 2 AR IE Y B B e E
£4¢. SLE Haijn] FH

PR 5] BT
TR 7 SLE iy 8 ] 25 % A 3 Fh . U1 F] JC E

P 3 (telitacicept)

(belimumab) . %% &
(anifrolumab) , 73 7MIm IR 5 H
GLFERTX(#£3).
1. DR JEE
ORI RELE Y/
1T % I3

LY

(1

HE DNA $t 44 [H 1
o1 = 8) WY Bk .

! i) B bk
7 AEh
= A AR
ER=E7inz YRS

fh 25 iR y7 , Nz
*{:Yﬁﬂﬁ*‘ﬁﬁiuxéiiﬁ%%ﬁ#m PNP & & 4k 20 4%
FLEE (1 000 mg) E
i 2E e ol i 1< 2 4F

B2 N E

Al

A1 375 mg/m* AR E ]
tﬁ‘bﬂk E
_.4-"'\6‘&( r

ML

H KR T

LA 1 o/ IR, B
[ 1 AR P 8 2 S A

W E AT R R R N B S

L0 AT [F] A m) T A B

A ARIR R EVTIRTT , IE Y

LL

21 B IR O (

L2 HEFF IR T B

Q

2 H

systemic lupus

IS A H B PR

PEgHn , n] B R 248 B B

HIEGIRIT TEA R, FE LA

L0 e Bk E e T
1 HE0 39 3 IR, NMPA 41
50 12455 1] (] an « $e XX

"\..

17 1 W iE

597 SL.

RT3 H
2711
) Bl JE - b

{K .SELENA-SLEDAI 7*

AT RGENEZLBEARHE 1Y A= 92 il 7]

e LLJ

7.

5 % &L F SLE

=
A

BER WS T A s
IR JCHHT BlyS 2011 4F FDA S i ; A
2019 4F- NMPA 4t
B BlyS/APRIL AGEE & 2021 4F- NMPA 4t A
fre ey 1 B EZIK 2021 4F FDA 4t # B
FlZEHBHL CD20 AR, # L Ik C

¥ : BlyS, B ik E% 4t A 40 359 1 s APRIL rwﬁiﬁ?rﬁdzli FDA, 3
A 5L 2 A T R NMPA, B %25 5
e ARG LL B E a0 T E & K (2024 fﬂi "R Y

EXRARL

(SREBLNE

s S5 Y

= N EF IEIRYT
2. RE P e
il , 2021 48 NMPA It i FH T14 97 SLE.
SEIIEITEE , B TEE G T 3Lal |
e e 1 Bl EE (PT BUEE DNA B 44 BH 4 Az

e 3% [ H 32 A R x5 A= ) il

LT
A EAT
IEINT

SELENA-SLEDAI V43 = 8) yi& sh vk . A B HiiA&FH

M B4 A SLE B 3% . il

Wik 8 T’éfﬁi

177 52 M

160 mg/UX, B:J& 11K, Jﬁl{g&_“‘ 5T -

zi 2 3 1] )]

AR S, Anes B U n] R ﬁ'ﬁ”‘%?ﬂ]g?ﬁ
M 80 mg/IK .
3.FEE P & —FP 1 BT R 2K i

), FDA #iL #ER JE & sy HH TR 97 IE TR 2 bR fETR

B SLE | SLE ¥ J% 76 3h ¥ 15

Jr i h R
(SLEDAI-2 000) =
FH 525 : 300 me/ix , &
177 30 min.

ET

¥ 2 000

6 | N R TR E AR HE, fd
4 J& 1O, w Dk v, S e B

4, RTX : RTX:L_Jj%J% SLE £ A 1K N B 41 g,

NI =

From [ 4

1G 1A 58 410 431 75117
indr o Ok bk
1 000 mg/IK , IR N 1 A7 FRE, 0] B 2 8]
Z e h 2/ [El b 6 1~ H .

( ) K7 9% (scleroderma )

il B o e — i
it 2 9% (LoS,
Wi e g A

N E B, DLW

S ARk B E B VAT B N
) (TKI) Je ik e
#E T SSe, BARIEIFUNT -

>

2545 AHZR 5 , 51 0 SRy BR A
VA BE ) AR SE 4 AL RE (SSe) |, I/
1 e g5E SO | LA
NS R Ay S (| O 7 157 O B2 b
7 7 58 EEFT N RAE (A 410 Al D i
HRIRIT . RGBT RERIER il
Ll S 1 DTS P U i W A B S 0 1 R v | BN 55 L o i g
, % = X g 4100
A Je A AN TL-6 311 57 FE R S br gl it

SR A HAER YT SLE & iy
IBRAEAE S ARG [l N A FE e 2 77, X
IRIE B R AN FR 552 2 (/MR D AE
9 e MRS AT 0L A9 SLE S 3, W R i &

a7 YR, vl % el
SN (e B E Il
AT e

] RTX

i,

1L ;@ﬁ;&?ﬁ(nmtedamb) @LJ@Z{EIEE—‘ﬁ/J‘

o3 i R BT 1 3R], ATl et B
A A IR 1 A IR A
B A A TR 1 52 A 55 2 AR i S R R g
A0 e B3 B RS RN 4 G ER A

AT LT 24
K3

H =

SH BT X5 1l 27 4
11 4 A5 5
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S, NG 5w A4k . HAr, JE R et B ks
NMPA it , il B & H §iiME—i&E FH T SSe A
Fea] B AR B 25 ) T (EEFR . B) . 7
150 mg/Ik , B H 21k, QA*’iIﬁJFké’m 12 h, W
5EY R Az , FH 2K 26 A B R0 8 , AN 15 IH GG Sl A e
AR FH

2. FEEKRHPL (tocilizumab, TCZ) : TCZ f&—Fh &
H NPT N TL-6 2 AR L 5g B TG Bk, il it 5
[1.-6 %Mﬁéﬁ—?% ] TL-6 4 552 19 98 5E [ I F1£T 4
b7, FDA B Ht i TCZ K¢ F 1 5 W H T 2 2% SSc
FH K (8, Jﬁ*rézﬂfﬁ g S i D RE T B, 9 FDA 41 #E B9 56

— X TR 7 SSc A7 2 18] Jit M it g 14 A % i) 771) ( #E

FEL.B), HHTE 162 mg/ IR, BRI 1K, KT
5T

( —) E L% (dermatomyositis )
B2 L & 2 % & P R GE P L (idiopathic
cinflammatory myopathies, IIM ) [ — #f [V Y | HIf
WRIT B LR ) F B 7 SR AN KGR m Tl R, BT G
HREEMEIFNIEIT, W MTX . Befk 7 CTX . AZA .
CSA MMF Fefth v 5w 55 o AEXEIG PR i, 8
IVIG AT BB A AL S

2020 4 Waldman ¢ HE 7 7, X T WA H B B2
LR AT FH RTX VR Y7 , X T 81 8 B LR A R G000
MRS RTX A —ZR)7 (EFEFH:.B) . [T
7?% BF JE 5 k% F RTX 1 000 me/¥K , F522 2 J& .
2018 4 Selva-0’ Callaghan S5 @13 ™ | X T 7™ 5 i) 4
iE P LI , AT R R BR S RTX £ MEIR M 9 1]
e, AT e A A= Pyl 9, an BT B P S (EFE SRR -
C)MTCZ(HEFFSH C). [ ODRTX: &k
i, 352K, 1 000 mg/ixX, IEﬂF27 Je5 iR P FB 3 )
m IR O M CD19 .CD20 358 A 1555k 2 7] 0.5 ~
| ¢ RTX4EFFIR)7 ., B 6 ~9 1~ H i”"‘“’i 1 K ; QP 2,
P %F TR E 60 ~ 100 ke M9 191, &F 4 J&) 5 bk i
F 750 mg (AR H < 60 kg, W24 500 mg; UN2RAK
5 > 100 kg, W& 1 000 mg) ; @TCZ: £ 4 J& i Jk i
i 8 me/ke 5V & FEJE 162 me, B2 ST
(PY) T 275 1E (Sjogren’s syndrome , SS)

SSiE—FEHZ RS A Y ﬁéfﬁlﬁt‘a@a’ﬁﬁ FRAIE
A TH R AR e A e 8 R A HE S B a HR A 1T AR R
A DLARARRE R 24 WNR Y R BRIRIE AR B 52 R A
o0 RV T B R BT A T AN TE] . YR YT 25 W A
EME CREM Aot AR 2h (40 MTX ok 1K
R AZA M ARG BE MME . CSA) DA Az HoAth 55 %804
PEH I (CTX) %5

b

lmll

—_

LLl.H

Ll

b g

SSH: B LKA LT A XA Wi 77 158 FH Y

i RS B ™ 148 m v a] s A9 AR 0 R A

5 T

TNF-

NF-o $10 ill 5 A0 RTX, A 2 WL a0 F -
o J i) 77 AS #E 72 H 33697 IR & 1 SS (primary

Sjogren’s syndrome, pSS) B & 1Y T 154K , 2SS &

RN R HAGIRITT RAEME LT RIg1ELL
HoAth & i, o] 90 1 8 TNF-o $10 8] 57 , (5

Je R A T G I W A 2 W wE A E (R F

C). REHIE LSS 5 & FF W E s 59 [a] @t , {3
WG UEPE R SS & B B T R B A A
TNEF-

o 1) 77 2 184 M0 R UK L2 0R  URS: o s

e AKRFR VY 25 mg B35 2 Ik (8] B 72 ~ 96 h) 5%
50 mg B8 1K, B2 RS . RTX 0] 2% [BAE N+

I‘;_Jf"r
J_-’I
)r-l

26 5k VL SeA& gin I (B 48 Jay af R 359 LAk 70

i 7F

pSS f%wﬁﬁ‘%h(?&ﬁ%&-c) RTX b 7] H;
T 5R AT ME R IR 28 f I PR B2 A 12 1 ™ 5 1 11 40
F DL ARGE IR T R AR 7 AE 43 259 ) JCRL v
SE AR . RTX A HE T WA pSS F1A LA ATF1n]

LR APV TR BH /N UE AT TR

ARG RN SS: B R (Ao T EREH IMLEE) ™

H Y BB R i R A B‘Q%"ja frli 5 i = ] B A 22 0

(Jr H B L P 24 46 ) . fdiF Jr . RTX 76 [

fiff 55 H FH 245 70 5 A ‘z’iia &ﬁﬁﬁrﬂ i SIEENEAD

ﬁa’fﬁt@ﬂi -2 J5] 200 ~ 500 mg i ki 1 FFEE
| ~3K., BB EEAEE, 2 E T B

BI7 , AL RTXﬂi{EJ ]

t1ssu

fAH

S T

H % (mixed connective

\N:- 0

(1) IR & T 45 45 21 2
e disease , MCTD)

MCTD J& — F# IfiL 7/ A A e i B B B PT A% 9t
HL UIRNP (nRNP) LA, Il R _F 3 B8y 7 i R

= N

A Al LT K R 8 2 O A B T
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