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HH: 4B A StllE (Adult-Onset Still’s Disease, AOSD)AH< E W40 g1 455 1iE (Macrophage Activa-
tion Syndrome, MAS) I ERHFAE. TR R AT . i WEZBERKES _NEER705A0SDE
%, 4 NA0SD-MASH (2145 8E) M LEAOSDZH (495 %), AT . £H L. Mann-Whitneyk: %
« £JtLogisticEAMT&EG £ BT AR E FIERER . LBEHRIR. BEBEER. WITHFEAM
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Abstract

Objective: To analyze and summarize the clinical characteristics, predictors, and prognosis of macro-
phage activation syndrome (MAS) associated with adult-onset Still’s disease (AOSD) by Objective: To
analyze the clinical characteristics, predictive factors, and prognosis of macrophage activation syn-
drome (MAS) associated with adult-onset Still’s disease (AOSD). Methods: Seventy patients with AOSD
were collected from the Second Affiliated Hospital of Anhui Medical University and divided into an
AOSD-MAS group (21 patients) and a simple AOSD group (49 patients). Statistical methods, including
T-test, Chi-square test, Mann-Whitney test, and multivariate logistic regression analysis, were em-
ployed to analyze the clinical symptoms, laboratory indicators, imaging results, treatment plans, and
prognosis of the two groups. Results: (1) No statistically significant differences were observed in gen-
der (P = 0.244) and age (P = 0.753) between the two groups. The AOSD-MAS group exhibited signifi-
cantly higher incidences of liver damage (90.5% vs. 59.2%, P = 0.01), splenomegaly (61.9% vs. 22.4%,
P = 0.001), and hemophagocytosis observed in bone marrow aspiration (38.1% vs. 12.2%, P = 0.031).
(2) Elevated triglyceride levels (OR = 0.984, 95% CI: 0.973~0.996, P = 0.011) and decreased platelet
counts (OR=4.343,95%CI: 1.111~16.970, P = 0.035) were identified as independent predictive factors
for the development of MAS in AOSD patients. (3) Regarding treatment plans, significant differences in
prognosis were observed among different treatment modalities within the simple AOSD group (P <
0.001), with patients receiving a combination of hormones, immunosuppressants, and biologic agents
demonstrating better prognosis compared to those receiving other treatments. No significant differ-
ences in prognosis were found among different treatment modalities within the AOSD-MAS group (P =
0.428). Compared to the simple AOSD group, the AOSD-MAS group had a higher frequency of biologic
agent use (33.3% vs. 8.2%), more frequently selected cyclosporine as an immunosuppressant (85.7%
vs. 4.1%), and a higher proportion of intravenous immunoglobulin use (23.8% vs. 0%). (4) The mor-
tality rate was significantly higher in the AOSD-MAS group (2.0% vs. 23.8%, P = 0.028). Conclusions:
Elevated triglyceride levels and decreased platelet counts are independent predictive factors for the
development of MAS in AOSD patients. In the treatment of AOSD patients, the combined use of hor-
mones, immunosuppressants, and biologic agents improve patient survival rates. The occurrence of
MAS decreases the mortality rate in AOSD patients. Vigilance for MAS should be heightened when AOSD
patients exhibit unexplained worsening of liver damage or hepatosplenomegaly, or when hemophago-
cytosis is observed in bone marrow aspiration.
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EAESE . IR SR FE 4k KT B e 58 1 59 P e i 40T A Ak B 2H 23 4 B 3 2E iE (Hemophagocytic Lym-
phohistiocytosis, HLH) [1]. /B K52 i ANIE 2, H T bk EL4H B R0 B W 4 B 1o ik, 3 204 i B
TR, AFETIME-y IFN-y). AN K-18 (IL-18). MIRIAIEH F-a (TNF-a). IL-6. IL-1 Z5[2].
WG 1M 4T B RN 22 88 By DhREFR E A NS MAS MIFRE[3]. XEEFASE T M, SR A MIE, M
Wb, EIHL R MUE, AFShAe A SRR D RE RS . 75 5 % e % B 2 WL BN 37 3% ZR 99 (Adult-
onset Still disease, AOSD), F 4t 4L B JRJ& (Systemic Iupus Erythematosus, SLE), 1| &5 (Kawasaki Dis-
ease, KD)%%[4].

AOSD &5 A A RER BN MAS [ H S R iz —, 2015 AOSD B 10%~15% [5]. B Still
I & — i RRAL A B B B SOREVEER (6], LT 20 tHhad 70 SRR R HL R AE R HLAEH AT )L
BRI TR IR PR SRR R M E 27T 48, Juvenile Idiopathic Arthritis, JIA)#% Bywaters & /XRIE[7].
AOSD IARRI N EHA KATRBCCTTN . — WP, IR RS K55 8 4 5 2 RGN
W, SEI = AR BRI AT &, TNtk CRP AIELE (I BT & .

AOSD 5 MAS (1) 5SS 507 ml RIG R R I AR L. (45 11000 MAS 15 . (H MAS &
R E RDUNAZAVER R A AN . RSB E K S =B BT RERR AT
JFF 2 v AN R ] LG LI R [8], i1 rve g e o S 8 2 2 B U Re s, SRS 9], B SRtk
PR T, MAS &3 AOSD HIFETH 2] 10%~22%[10]. H T IR MAS G2 KibrdE, %FT AOSD
FIRH MAS £ %A HLH-2004 8¢ HLH-2009 2 Wibrifk, i 2 H A& 1) 8 U WibsEH ¥ 5 T & L B 77
Aliz W MAS BIRAE[11]. XT AOSD #H¢ MAS FIRTHEVERT 78 EL/D Pk iRkiE . X T- AOSD #H¢ MAS 1.
(147 SR AR 0 2 W P S0 AT 75 B2 A W B T o A S [m1 B 23 B A Bt 70 481 58 35 (I PR A5 2945 AOSD A
K MAS F T R 2= R TR eI R R A 255 .

2. BRFARAE
2.1. FREMSA

FATEE T 2015 4F 1 F % 2024 4F 11 AAEZBIERNR S5 BB UA 1) 70 4 AOSD &3 . Fit
HBEH YRS Yamaguchi ArifE[12], FRIEW ERZEYRN . PET-CT (IEHE TR TENBEESR). &
BEZ R MRS S A F B 7 BRI « B R . IV ER Ge 0 s At B T
# . Yamaguchi AREAIR: (A) FEFRAE: 1) KIET 39°CHEE 1 LI E; 2) SR/ R ¥FFE: 2
PLEs 3) SLIR7 2 4) WBC THEUKT 10,000, R4 5 80%. (B) IKEFR#E: 1) WIS, 2) e
ZE90; 3) RTIhRER A5 STt s 4) RGBT (RF)FPUZ TR ANA)BIHE: 75 B A AN B AN L bR,
AP AS AN B 20 S . HoR g 21 ) AOSD & 9F MAS i3, HAKHE HLH-2004/HLH-2009
W2 BT A BRI 5 S iR

2.2. HARFEZE

WA B B EEBRMEAE: (1) —RBERE: MR AIRER (Al AOSD IR AE e Al AOSD & JF:
MAS HLITRIRERS) N IWIZIRI TS BACREIR SRR S . (2) .40 AOSD 41 AOSD
HIF MAS H B FH Y2 I L Z G AR EA S50 E A A8 . BRI T4, Ml C MR A M.
BREE T HEBRAST. ALT). ZR4edF el Mg D-— 244 B BE o i B S 4 22 45 R . PET-CT.
OMEREE K E CT SRR, UM H R G777 RANAT TR 167 Fe A BLES — Ik {1 Fe
SUY 1) 2% TR AR FR AR A Kt B I I 1B R4 2%, BB E AR b SR S 0 ke 95 B 28 LH e I AR OG 4R
PRIEAS F 22 1L 10 5 SONBF# -
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3. GitESh

ELNER BT IS AN EME £ b, ARFE RSN Y2 AL EE(QR),  ARIES:E
A g N A R EEHEAT 7087 o BN RIS E U2 W IR R Bk}, R BRI & IR AR A5, A
FF 6 LA 704 S Mann-Whitney A5, 5 PEBERIN AR U7RE%, A8 P<0.05 AT GETH 74 3o N H
PRI 2R [ 1 23 7 08 P RE I TR R 3R, AR5 T 22 AR IR W 45 A G it 24 LIS . e BT K-M 2R
FEo T LEBE P 2EL 0 AR5 JR R AE AR TR) o Gevh 223 PF I SPSS 27.0 Geit 2534«

4. ER
4.1. —RRIBKRFIRIER

AW TSR B R R R 22 8 26 IR R 2= bt W S e 22 R = AOSD /g4t 70 1, & If
MAS [ 3 21 . 70 6] AOSD 3 Lot 47 1(67%), KIRFERE A ECN 35.5 $(27.75~57.5 ), #]
DCRIFHARDRFER 29 K(22~37 K) (W42 1), B E AR AR #R 2 WL #4E AOSD A 39 1(79.6%):
AOSD & 7F MAS JB#EH 15 61(71.4%)], HUGZ 270 18 E A 13 Gl E kK NEE). 70 ] AOSD H3
HoE S E BRI S 51 6, 523 PET-CT AR A 1B 49 Bl 70 51 838 1 I A Atk 073 60, 75
PRI i ARSI IR WOIURE « 3 2B (60 & EB Ji d ke 3 ). B4t PpRms 2R Isk s 1 9l
JEZ R RIS 3 ) TR RN SE, Hp SRR R E R E, N 10 6(14.28).

4.2. B4 AOSD A5 AOSD &3 MAS 2B FRESFEEL B

Egli AOSD AMILLH, AOSD &3 MAS ZH A FFIE I R K AT 4595 N E i 3 T i [22.4% vs 61.9%,
59.2% vs 90.5%], B F RIS &7 Lo th 525 T =[38.1% vs 12.2%], MRS WL oz, ik
BB R, DERNLEEZS I EER . RINFER36(28~58 £)vs35(26~60 %)], THFE[28(22~33 K)vs
36(23~46 K)], Lt H[71.4% vs 57.1%), FIZEER#H >39.0°C 3 AHU[91.8% vs 95.2% ¥ L G0 i &
Mo FEWFE 1o
Table 1. Clinical features: pure AOSD vs. AOSD-MAS
52 1. B4 AOSD 4H5 AOSD &3 MAS HIGR4FE

REAIE #l AOSD 4 (n = 49) AOSD &3 MAS Z4H(n = 21) P1H

g qis 35 (71.4%) 12 (57.1%) 0.244
RIS () 36 (28~58) 35 (27~60) 0.753
JRFECR) 28 (22~33) 36 (23~46) 0.107
KIE39C) 45 (91.8%) 20 (95.2%) 1.000
JHF e e K 11 (22.4%) 13 (61.9%) 0.001
T 29 (59.2%) 19 (90.5%) 0.01
NS LN 34 (69.4%) 14 (66.7%) 0.822
B 5 R B I 6 (12.2%) 8 (38.1%) 0.031
A Jrd 38 (77.6%) 15 (71.4%) 0.584
42 46 (93.9%) 20 (95.2%) 1.000
KA 37 (75.5%) 12 (57.1%) 0.124
WA 14 (28.6%) 3 (14.3%) 0.201

Lo I/l 5 52 28 24 (48.9%) 8 (38.1%) 0.402

E: P<0.05 AR OIEZREECFHOERBCOEBR, Bz ROEREARBR. BB sz R
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4.3. MAS B9R] 8 T 5l 3=

P B LR 2 [ U 20 BT A 45 SR AT 5 1, /MR T3 267.00 (204.50~400.00) vs 87.00 (31.50~131.00), P<0.001]
JeH I = 887K F[1.30 (1.00~1.78) vs 3.27 (1.99~4.78), P < 0.001]. £L40Ji1%4[3.64 (0.556) vs 3.25 (0.868), P
=0.025]. £F4E5E AR KF[4.80 (3.00~5.78) vs 1.50 (0.91~2.29), P < 0.001]. DFR [0.85 (0.33~0.89) vs 16.93
(2.51~33.13),P<0.001]. £ [4731 (1557.0~12433.0) vs 37318 (15338.0~60310.0), P<0.001] ILYL[51.18
(21.0) vs 36.05 (22.8), P = 0.005]. FLERE ZHE[351.0 (257.50~503.50) vs 952 (457.5~1633.5), P <0.001]. T
JR b R B 5143 [22.4% vs 61.9%, P=0.001; 59.2% vs 90.5%, P=0.01], & % &K IR [12.2% vs 38.1%,
P =0.031]. SCD25 /K FTH[18 (36.7%) vs 16 (76.2%), P = 0.002] 5 MAS kAR EMHFTLE 1. £ 2).
T B DR 3 M SRRl e — B Z I A A el 43, e il =8 A Mo B fiG 2 AOSD kA=
MAS IS I PR 25 (7 L 32 3).

Table 2. Laboratory parameters: pure AOSD group vs. AOSD-MAS group
2. B4 AOSD 45 AOSD &3 MAS BB E K EI6HR

FEAE ¥yl AOSD 4 (n = 49) AOSD &3 MAS #l(n=21) P {H

H A< 10%/L) 17.93 (14.23~23.68) 18.98 (15.64~28.10) 0.530
1475 H(g/L) 103.76 (17.596) 99.90 (25.751) 0.470
/MR (x10%/L) 267.00 (204.50~400.00) 87.00 (31.50~131.00) <0.001

LI A(<10%/L) 3.64 (0.556) 3.25 (0.868) 0.025

FR R0 i 4 L 89.30 (81.10~91.90) 90.00 (85.50~92.30) 0.533
“H ¥ = & (mmol/L) 1.30 (1.00~1.78) 3.27 (1.99~4.78) <0.001

JH [ B (mmol/L) 4.00 (3.25~6.09) 6.00 (4.12~6.76) 0.048
A28 ) (g/L) 4.80 (3.00~5.78) 1.50 (0.91~2.29) <0.001
DFR 0.85 (0.33~0.89) 16.93 (2.51~33.13) <0.001
R EE A (ng/ml) 4731 (1557.0~12433.0) 37318 (15338.0~60310.0) <0.001
ESR (mm/h) 52.18 (21.0) 36.05 (22.8) 0.005
hs-CRP (mg/L) 87.4 (46.96~139.65) 63.80 (26.80~126.00) 0.236

RF B 43 (87.8%) 18 (85.7%) 0.817

ANA 4= 41 (83.6%) 16 (76.2%) 0.687

Pt CCP Pk A M: 40 (81.7%) 21 (100%) 0.264

i N S iR 47 (95.9%) 20 (95.2%) 1.000
NK 4y PR R (<20%) 19 (38.8%) 12 (57.1%) 0.156
SCD25 F+ & (>710 U/ml) 18 (36.7%) 16 (76.2%) 0.002
LDH (U/L) 351.0 (257.50~503.50) 952 (457.5~1633.5) <0.001

E: P<0.05HEE Y, DFR: M3 D- M4/ 4e5E AR, ESR: MLt

F; ANA FiEPUK; $T CCP Huik: PiIAREIRIPIIA; SCD25: AlEME AN R-2 4K o 8.

Table 3. Multivariate regression analysis of the predictors of MAS

% 3. ZERREYASH MAS BITFTUNE =

hs-CRP: =il C RN EEH; RF: FERIRA

Z KK R4 25 53 OR 95% CI P 1
/AR -S> 4.343 1.111~16.970 0.035
& H I = i 0.984 0.973~0.996 0.011
W P<0.05 AR Y.
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44. BITHAR

70 Bl EEA 69 BIEA T ¥E, Horh i g iaIT 10 51(14.5%), INH 2R IRI7 A 42 51(60.9%).
I HZIRTTA 19 11(27.5%). ITAKIEAEIRITA 2 61(2.9%). MAFEEE A 2 41(2.9%). AR
WEFA 1 41(1.4%). 0 AEVIHIF) 2 2R B H0IRTT A 6 41(8.7%). MM EAN I B MEIRFE R 732 bt
ERbGEE 1 BI(ADSD &9 MAS E#E M H). IAHEFERE SR ITIIA 5 61(7.2%, H3%4 AOSD &9
MAS 3. PRALEE T i 2 00T 1 RBRBER + REMHIFNEIT (S 35F 43 41, L 61.42%),
Horp gl AOSD EE A 35 N(T1.4%)EH1Z %, HiFERIEE] 97.1%; AOSD &I MAS i %7
FNECH 8 N(38.0%), UFEEER 75%; WA BF PARIMER + SR isln + AWsRImGT 7 ZiE3)
T R, Y0 100% (WA 4) . ESCHR L) 5 M bz rh,  fall AOSD ZHA% FH & 2 1N H
IS ZEMI(3T B, HiZHAEL 75.5%); AOSD & 3F MAS 4142 KM RZGYIaITA8 6, (HiZ4A
£ 85.7%). 4l AOSD ZH 81 F FH S 25 W 1) S 35 I 55 2208 97.3%, AOSD &3 MAS & 4141 H 31
RAWNRTT B %08 77.8%.

Table 4. Kaplan-Meier survival curves for different treatments in the pure AOSD group compared to the AOSD-MAS group
F 4. 845 AOSD 5 AOSD & MAS AFRELATT A

gl AOSD 4 AOSD &3 MAS 4 1RIT TR T4l VEIT 7% AOSD

(n=49) (n=21) AOSD #H17iE e & 3F MAS 4777 & ke
MR RIT 8 (16.3%) 2(9.5%) 8 (100%) 1 (50%)
WE + Ry 35 (71.4%) 8 (38.0%) 34 (97.1%) 6 (75%)
BE + RZIHF + R 5(10.2%) 6 (28.6%) 5 (100%) 6 (100%)
i 0.(0%) 1(48%) 0.(0%) 1(100%)
e RSP R A 1 (2.0%) 0 (0%) 1 (100%) 0
WA + R+ IvVIg 0 (0%) 4 (19.0%) 0 (0%) 3 (75%)

FERAH AOSD ZHINIRTT 77 AT EL, ANFEIHGYT J7 A TG A 8% 257 (P <0.001), fEHIMER + %%
FFR) + AR ) R LA T A IR T 7 SR TS AR LA 1)

AOSD
AEFS I

............ - LR
BE+IS

~ RS + I

—— JEEARImAY

Long Rank P<0.01

-

(=3

o
1

Probability of Survival
° 3
paa s aala s a s aalag

I I I= I
0 20 40 60 80

Time

Figure 1. Kaplan-Meier survival curves for different treatment regimens in patients with pure AOSD

B 1. B4 AOSD HEE AR RIATT 5 R Kaplan-Meier £ 77 #H%k

f£ AOSD & J3F MAS H W3 Z AT 77 RILEL AFENGIT T RS B Gt m LERE 2).
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AOSD-MASHH & 753 7
BAITAE
I LRLTE
80 ‘ ] WIS
—i B |S + Y

—— RIS+ AR IVIg
40+ o i HEEHIS+IVIg
20 | ’-—L
0 T T T T T

0 20 40 60 8 100
i i8] (R)

100

60 : Il

Probability of Survival

Figure 2. Kaplan-Meier survival curves of different treatment regimens for patients in the AOSD-MAS group
2. AOSD-MAS (A £ EREAIT 75 R Kaplan-Meier £ 7 %%

4.5. B4 AOSD A5 AOSD &3 MAS HEEF ST

70 {5l AOSD BEEH I B2 AN E B BT RIRT R I B 64 N, BT 6 N, HHai AOSD
Hife NE 48 N, ZET- 1 N; AOSD &3F MAS Hif#: 16 N\, 8125 N, FLT-FEERE N MAS #EE,
MRS MAS B () R A BRI T AOSD B A4 (P 1 = 0.028) (VLK 3).

100+
~= MAS

-+ AOSD-MAS

80

60

407 Log-rank P=0.028

Probability of Survival

0 I I I I I I
0 20 40 60 80 100

ff 18 (R)

Figure 3. Kaplan-Meier survival curves for patients in the pure AOSD
group compared to those in the AOSD-MAS group
[ 3. 845 AOSD 455 AOSD-MAS AEHHEFilik

5. g

FRATTA I A Hh 10 B 22 45 S Hr i = BT B s A NS 2 AOSD B35 K42 MAS 1A
SETRMR 2R, MAS IR R ZE KT AOSD BEMAE(R . 1E Ke. Yao 5 NI 7045 R b 48 H AT A
RIEZR MAS BET 90 RAERIETHN 22.9%, FIEUE MM < 100 x 10%L FEEE > 6000
ng/mL J& KR PESIEAH I MAS TG A B IS S50 (R 25131

IG5 AL 207 6 R L 2H 0 40 i 3 £ R i — a4 1k R AS P G0 2 A 1 Th R 7 SRk R A . B
LT R 200 i S R B S BRGNP R 5 RS O B SR R B SRBAIE . LUK L4 ARk
b o FFTBLI R BT+ R bR R R BB AL 4R B I B 5 R B PR AL . X JORE AN I R AL TL-2.
IL-10+ IL-6+ IL-18. TNF-a. IFN-y 55, ZHIERIKEE M EEFE AR, OB &R & #7530 g
MR 1S 6E T, AH ST AR S AR 1) B A A A FL A i PR - R A A B, A A 3R-6 FE R AN A 52
B, W g Rl Al AOSD i 1L-6 fabn T LK T AOSD A3 MAS B3 (71.4% vs 76.2%), {1H7G
GuitE 2 5t o XA NFR LM R 7S 7E HLH f B A RF 5 & B gs g R I E R, BeE 2
HE S, HIL-2 %2k > 2861 UmL i, HiZWr HLH K RBUE N 78%, FFREHN 95.9%. BeadE
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WS W AUC 9 0911, REBUEN 74%, FrrER 100% [14].

H 1T O¢T B MR M 75 A 27 G AE(MAS) 155 3R A= BRI M AN B, 170 7 /% MAS (05 B A AL T e 2
TR B R (RS W AN R R R VR TT . H RTEOR S AR N MAS B TR Ik B 4 A 40
PEAEAEGRRG, B NK ZHP(2% K ) FO40 i 35 CDST 40O Sk 488 e = 5 LR S A0 VA i
PAIRIER A G FHREGRERE I EEHLT, BHRSESREEMET. ERLRIERS
N, AN T SRR BRI T 40U T, IR TR SO R B[ 15]. 24 NK 40 R1A 40
CDS8T AR TGV G E A BT R A, 5 S5O0 B ) (S8 MR R G2 240 ) A ELAE P RE G
I IGR RANP R T R SN o B 2851 R AR 1 2 S B E MR A s A, SRR IMAnM e, I35k
2 E IIRERRAG[13]0 ERRIER 2 IR R 25 20T 90 3 B IR 28 22 55 MAS R AE 1 20 B IR -1 K 40 PR 355 2 A
SRR MAS IRTRE AR Az o 17 AR (1 250 v o 5 B2 5 D F s ARG e AR B R AT I N 48 Pt 1 A
SCD25 iifitE. HLAHT T A3 3% SCD25 AKFHITH =N AOSD B3 &9 MAS BTN & . 1M
NK 2036 1 (R AE AR Y R e GE 2455 3L, BAE MAS FRFEALE S, NK 408 fi40 i #¢ T ke
Y1 L P Th e R 2 L S e AL ) S A L, S EZ SR IX — 45 FIK AT B8 R R 2 A AR A B D SN R
SZIG ) AOSD A1 AOSD-MAS B35 A IUT 1/3 [RIS-FhJ RHE 44T NK 20 B 5 A

BT AOSD I HL S R AN B, FLER Z RRIEVER BRI, 5CT AOSD BIw i I gt —Fr
. HETFTR 2 1 B AL Wbt R IR ARRE N, BT HERR IR, 10 2R Goms B Hpth RS %
PEBT . MAS 1E4 AOSD S H WA IE, B T AES AOSD MIRUMIEIREZINAL, Jith & et K
i, REZHEARTIRE, SECEETEWE, TR G .. EARRIEA I35 M2 AOSD EIHiiZ MAS 12
W IR~ S50 (RITRT G A 27 K, B K (R AT 2 90 R4, IXTE—EFEE Ui %5 AOSD A MAS IXER|Z .
FANERATRIAE AOSD &35 7 ), M T IR PR RR R T &AM, AR SF. Hih=E&. 2F
Y AR LDH. ALT/AST FIFFSEFE R LA A0 TEIR Ik D BF A3 AR T I 5 381 27 e At i O P 1
Kl 2258 0E MAS FIRAE . XHERE T MAS R E TR EIGIREE A% AOSD HE# 500 5 fihn Atk
FIF= W . MAS F2 W bl G5B BE 2 R R B I 5, (HAEIRRSeE, HARRTA SelUE g Hi e
UL QIR A . PRI AL AT e S T X IE fEE R IPRR I S AT B, XA ERENLIY
i s 5 s SRR I FEARR B FR 3, AP AR 2 E S AT Re BRI MAS Ji 1 I B
HEBRTESL . HE R BA 45 IR AR R IE AN S 00 S Fabr 1 ARG B, Rl RESE M) T EORERE &R, AT il
T BT R R S W RLRE . AT TR AIE S H I =8 KT ) 5 T S MR SRR A2 AOSD 4k &
MAS [FJREESCEE TR bR . AR T AT FEMLIERE [, RS I MZ O Fabs DL HAt D84 12 N mT 1 vl g
TG S (MG E A TGRS . FRemgg), FIHZ 0, aTiETERA S EdE LR — AN R A PR R
BRI, BRI S, AR 2 8 KB 4R M) (Logistic Regression) B4 >) S (AIBEN AR SHF 1)
L), ¥ LURRRENTIINAS S, PL MAS MRAERSG R E, BT &b RacE, it & H—
ANGEA RIS, AR ) e 28 20T LR — MR T2

TR A, B2 6 RRIG 7, LA Z AR AA ST B AR IIARHEE L, % AOSD &
HAEIE MAS FIHERIGIT IR . IRIRE 2 AR S RS H 98 25 (NSAID) . J Jofi 28 i i (CS) At KU 24
(csDMARD)A T AOSD K & i MAS ¥77 . NSAID 26H1 CS & % 1F A AOSD [—£ %, Mt RIE%E
TR L2, BT SRR T ANMA T [ 16]. U BE4E X (17 FE AR FEALAH R HR R, AT
FH G TV 2 ) B IO Y K AR Rl FRE R TT U Pt IR 2P0 TT BUR TR AEE . CS MR E TGk
ST IS T TS AN ) AR AT O A AR R FEARRREG R IR R R 2 R+
HIFTFIZRTT, b S A ) A4 A (MTX, A H BRI JE BRI AR FCAEF b S A Eg 11
T FEIEBAAJAK JHF) . HEERCsA, #HEETREAMHIF). FREEJSDs, #fil Toll #5244
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oML,

= EHER) . AHESTSE 545 Al AOSD % #E AOSD & 3F MAS B35 5 2248 FH (1 S B8 0k 5251 9 FR R

WS (75.5% vs 23.8%), T MAS f83 5 Z ik B RN N =L A4WIEIT - Giacomelli %% 7~ MTX 72 AOSD
PRI IR ) R AIRIT[17], AT MAS BVRTT, HEE A i 18], 1E 49 & 54 AOSD
HhA 4 B 8.2%) FIFERRAHILE R NIFEE . 4 g R 3 AN, Hd 1 Bl A
P AR R G, R R T, AR 2, ELAZAE G SR X A ORE, VPRI JE 25 R D
THEVIHIFIGTT . 4 BUEE T 2 BN YE AOSD B, e —filE o nf g Bl %, {2 T3 SCD25
FRARIRAR AR AR TR, WRIMA LR SRS WK IEA 2 . Xt — D3R AOSD B & I HAth ™ &
P B B AETE T AOSD AP, R HIA BAS H A= Pkl R mT (R % 52 25 . TCZ AR N — 7 kel 54 4%
AT A, R RIa T 19]. 21 B AOSD &3F MAS &t 7 6(:5 Lt 33.3%) 00
EWIRIFNGTT, IFH 7 4 B R HIOU . FEERHBT(Tocilizumab, TCZ) /& —FP 20 A $T IL-6 524K FL oy
Bk, H AT IL-6 #0574 FE Bk 241 (To-Cilizumab, TCZ)# Sarilumab, {HC T AOSD 1647 HIMXL TCZ
[20]. MRIGEEES SOk AT A, FEERSBUE N —FPL IL-6 25, CHHEMAEIRIT AOSD HER21]. —
AN 147 1514552 TCZ J677 1) AOSD ) Meta 73T siie, 45 RFTR BE NI ZMRIE 85%, W
PRI, W2 R, 52455 I RST AL A AT RESE 6 S A[22]. BRI Z AMASEEGAH —15] AOSD &3
MAS 852 7T HEAN 11 BRI T2 APk i B A CUR 2, %2928 i LR TR
A A, B R R SE A MR IR FE IR F-a (TNF-a) 306 R 20 Sl . fE—REAN 11 B
IR FE IR TS AR AR Rl B R B AR R 1 1T 28 AR 4R I DR 7 R AR B R S R SC o, RN
Fon an B 0] ABFAR TNF-an 1L-18 4R /K -[23]. AW FT S BREAERS (8], 7R LIAE], X7 AOSD
I MAS BJNED S 2 WibRdE DL AR T SN (U A=W 53 kA 1A, RUINZH ) o T Re ok S 2 B
RN NI R, T e BN 82 U B W BE RGNS T 4R R TR 3k s, IXAMSTT /KPR i 1,
SEBEME BTG, AT REFRA TN B IE U5 K2 A W

AOPFR R IR EFE: BT I, NI B E BRI SORIE T BT 7R B B R
MBARERE, 5 B TEA R SR R A R B E B S A A . IS ATERM 2 R 3R R RS A B, A
PR R A B B R ) T Y e R E NI AR . TEATE A IRIFEARRESE T, R T B HIETEm
TR R R MM Z N R EANIE I T HEA S A KK, S ESEh T ARG I, RPN % 1)
BASX . BI—Lesebrf & SO TR & Al e R R Aoy B Goitse R e . Bk, fEdbAT WA EFE
BriE, ANEARE IR R —POR, BRI RS YT 77 R R A5 S BOR RN AR5
wHAFE AR, RN = 28 Rgit 80y, mHET/MMERTERAF GRS TEN e, i
HAWFAETT 8 AOSD & FF MAS (A A7 40 HT I AN NI AR 3B FF (0 LAt mT 8 5 S0 389 175 00 28 (10 09
ARKHIT A L E@ES Y RFEARRBGHT 2 0E1E, DERFGIEIIRL, M5 n] SEHLER U A 5 (%)
BRI, HIRNRBZEZ MG I EAER .

AOSD &7 MAS I 584l AOSD, JuHAMEIGTE AOSD B A % i i 5 B (I PREFE AN SZ 6 = Fa
Bl . EIRRAIETE S, 5 MAS BIRAEMCHIARERS . SREAACEF &, FREMOC. 48R
Hih =15 /2 LDH. DFR 4R I7t 5. MAS FIR PR T AOSD B AR, FHIRE MAS ke,
FHIF TR IR AR AT PR R H AT
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