£ D T HREEFES
A D T REEFENERFESS

202 8812-148 | vE - I"'M
August 12-14 | GUANGZHOU - CHINA




8 F R BB AR S A M X TR P RIRIEKF Bt Th17
AR ST LR NI EALHIRA 5T

Iz GAER

UM 2 ) LB BT ot

HHE HEi SR AFE R RIFEINHI M (Myeloid—derived suppressor cells, MDSCs) 5 T 4Hjig
MG 520 0%, (HHEAELNFERE R R (JTA) HRIE KRR AR P UESS, 16 H & it
KT 2T Th17 20 AR oA H s AU /R AR AR B B . BRI, ASHIEFE I B A2 dd sk ) FH 28 G 14
FeHT RAFER G F ST & /N (Collange induced arthritis, CIA) SEHRis MDSCs % Th17 481y
IR AL, AT A ) B B G e M DY 98 R T3 ML B RN S (196 7 B s R A 1 Al 2 3
o

F¥E FEST CIA /NERAEA, CIA FIIE % /N FUBFH MDSCs A1 Th17 40452, Mg 1IL-B . IL-
17 IL-10 f7KF40 5 A i fg AR AT ELISA ¥E52 , MDSCs £E CIA /)N B B0 7 FI A Th17 i
SIS IRE IS AE Th17 40P 70 A 8E 5 45 1 N L5537 MDSCs AIZNER ShfE CDAT 4R Bk, H7ehs
FELFEHFCRA TL-18 s RAFIHE BRI 7y BEWT TL-1 8 {5 54F RSN Th17 4HHE 24k 520
2R H5IEE/RIE, 78 CIA /MR MDSCs HI& m M BTt E, RAERT 1L-8 . IL-17 F&,
R INF TL-10 B#E, FFH MDSCs & &5 Th17 Mo b <. R CIA /N A MDSCs g REAM ]
CD4+T ZH ot 5 AYak /> TEN- v 43ibb, AR #3535 MDSCs FT CD4+T 4H i B/ BEARHE T17 4044k A0
it g, FEH STAT3. RORy t ZEFFRIE LB IR 1L-18 AKFFE. LT i3k i
FELIT IL—-1 B 135 AJ LA/ MDSCs % Th17 4HMa /AL ifEF

g0 TR CIA /MR A F MDSCs BA 2 20 M IFEH, B MDSCs #EE IL-1 B ik
Th17 Zif 4k, WRER H & Rt KRR 1 — A R 2

ShEERF & M X 285 B B R SeiEHNEI 4R S STAT3, IL-17A
mRNA B3R K I ¢MAR E TR X 3

Iz GAER

J NI 2 ) LB R T A

HE R H R R AR R REMFRI M (Myeloid-derived suppressor cells, MDSCs) 5 T
YIHL ) S e it 524 9%, (HIEAEANERE R ST R (JIA) HRIEAKCFRIShREE R SE, 76 H 5%
PEME ST 2t Th17 0B 5 AL I s RO AE e AR e B . (R, ASHF R B I @ i i JTA
A1 JE LA MDSC 218 5 543 #8552 RE 41 B BRI [P AH S AT R 9T JTA HR MDSC 1 4B BRI T e
FEALIG PRI, AT 1) B B G2 14 5T 28 R HLER RN S8 IR T R sS4 g i Bl i
FFEE JTA FUXFHE 2 41 J& if A MDSC FiALEE Ji5 FH 3t QA A SC3E A T A L 2R 1A &, STAT3. TL-17A mRNA
FIFIE K2 3 IR R4l B AR AT RT-qPCR A& M TL-18 . TL-6. IL-10 F1 TL-17A 40 [R ¥
it ELTSA 35305 o

g S5XTHRAIE A, JTA 4P IR MDSC FRis &7 &, MR 4R 1 1L-18 . 1L-6. IL-10 /K
SEEH TR, IL-17A FHEANBH R, 4R1 STAT3 mRNA JGHH ARk, 4 Spearman AHIEME 20T s
JIA 1 MDSC Hy¥ & 59055 (DAS28 ¥4+ ESR) BIEAHSS; 5 STAT3 mRNA 352 7K F R A7AH 56
MM IL-18 « IL-10 FRIAKFRIEA I SRS T/B/NK 4aX) v1H0f 98 5 K+ TL-6. IL-17A
HIFR K- TE R AH S (P>0. 05) .

g AW FERIALE JIA H MDSCs BA R &R M HFIFEA, H MDSCs #KEE IL-1 B {21 Th17 44
WA, ATREAR H S Gt O TT RARORIEFE ) — AN R R &K



EFFE M XRPRBEIEAMACHFEITEE IL-2, 1L-6. IFN-
Y+ IL-17A B SAA 7K

WRECH . A
J7IN T L LB BT

B o3 bbbk AR MR TL-2. TL-6. TFN-vy . IL-17A Al SAA /KA = FP AN R R T 214F
TURE R M ST A R I R

Frid MR E PR AR 2 2 0 AR 2018 4E 11 H % 2019 4E 9 H 48 6 JIA S B L BN 4 5
14 5], 2558 14 4], D55 RY 20 4I3E 3 4, [RIA g% 30 flE B ) LEEAE N IEH R, R
YT M A I 55 2 A 2 A1 B I bk B4 B TL-2. TL-6. IFN-vy . IL-17A Jz SAA /K°F, FFAR¥E
For I 45 AT AT LA

gEE Ay JIA HJL IL-2. IL-6. IL-17A 1 SAA ZKCE3E THA R A JIA LA FEn R4l
ZR BB FE (P, 05), IFN-v & TEENRA, Z7EEg0 R L (PO, 05); £x
IR JTA L IL-2. TL-6. TL-17A 1 SAA K~F, T b B ) LR XTI, o TL-2,
IL-6. IL-17A F1 SAA Z R HA 455 X (P<0. 05), IFN-y & T29RHE )L, ZRAEHFS T
S (PO, 05) 5 ZBIHiRY JIA )L IL-2. IL-6. SAA /K-Fm TEBExf a2, Hoh 1L-2, IL-6
1 SAA Z5R BB G HEE L (PO, 05), IL-17TA REFGH#E L (P>0. 05) , IFN-y &T4
BRAE)L, EREAGHFE L (P, 05).

a0 BRI RIS R B E R T RE 1A, SECRFIRREM SOER T, M 5] &S A
—PIGPARERR, AME MR H#E TL-2. TL-6. IFN-vy . IL-17A & SAA 7KF-l e Xoh W8I 5 35 95
TEHE A IR E L.

Clinical features and perforin A91V gene analysis in 31
macrophage activation syndrome with systemic onset
juvenile idiopathic arthritis cases in China

Ping Wei. huasong zeng
Department of Allergy, Immunology and Rheumatology, Guangzhou Children’s Hospital, Guangzhou Women
and Children’ s Medical Center

Objectives Macrophage activation syndrome (MAS) is a severe, potentially fatal
complication of rheumatoid disease, especially in the systemic onset juvenile
idiopathic arthritis (SoJIA). We investigated the clinical characteristics of 31
Chinese MAS cases with SoJIA and detected the perforin A91V gene in part cases
Methods Clinical characteristics of 31 SoJIA with MAS cases in the last nine years in
our institute were retrospectively analyzed. Gene-specific polymerase chain reaction
(PCR) primers were used to analyze the perforin A91Vgene polymorphism. Results 31
SoJIA cases were associated with MAS. No specific medication was identified as
trigger. 83% cases had infections prior to MAS. Clinical manifestations of MAS
included persistent fever (100 %), hepatosplenomegaly (93.55%), lymphadenopathy
(64.52%), and liver dysfunction (83.87%).Laboratory features included pancytopenia
(41. 9%), increased serum ferritin (87.10%), triglycerides (74.19%) and lactic
dehydrogenase (87.10%). Hemophagocytosis were found in 27 cases ( 87.10% ).The levels
of NKcell in MAS patients was statistically below than the SoJIA and control

group. The perforin A91V variant gene was detected in twenty cases ,but no mutation
was found. Glucocorticoid, intravenous immunoglobulin, immunoimpressive



therapy were effective. After treatment, 28cases (90.32%) were in remission, while 3
out of 31 cases died with a mortality of 9.68%. Conclusions MAS is a life-threatening
complication of SoJIA. Most cases were preceded by infection. Unremitted fever,
progressive hepatosplenomegaly, lymphadenopathy, cytopenias, elevated serum liver
enzymes, significantly increased serum ferritin are the main feature. Prompt
recognition and treatment is the key to improve prognosis. The perforin gene
mutations in our patients have not found yet

Tofacitinib effectiveness in Blau syndrome: a case
series of Chinese paediatric patients

Song Zhang . huasong zeng
Guangzhou Women and Children’ s Medical Center

Objective: Blau syndrome (BS), a rare, autosomal-dominant autoinflammatory syndrome,
is characterized by a clinical triad of granulomatous recurrent uveitis, dermatitis
and symmetric arthritis and associated with mutations of the nucleotide—-binding
oligomerization domain containing 2 (NOD2) gene. Aim of this study was to assess the
efficacy of tofacitinib in Chinese paediatric patients with BS.

Methods: Tofacitinib was regularly administered to three BS patients (Patient 1,
Patient 2, and Patient 3) at different dosages: 1.7 mg/day (0.11 mg/kg), 2.5 mg/day
(0.12 mg/kg), and 2.5 mg/day (0.33 mg/kg). The clinical manifestations of the
patients, magnetic resonance imaging results, serological diagnoses, therapeutic
measures and outcomes of treatments are described in this report

Results: The clinical characteristics and serological diagnoses of all BS patients
were greatly improved after the administration of tofacitinib treatment. All patients
reached clinical remission of polyarthritis and improvements in the erythrocyte
sedimentation rate (ESR) and levels of C-reactive protein (CRP) and inflammatory
cytokines.

Conclusion: Tofacitinib, a Janus kinase (JAK) inhibitor, is a promising agent for BS
patients who have unsatisfactory responses to corticosteroids, traditional disease-—
modifying antirheumatic drugs, and biological agents

Myeloid—derived suppressor cells depend on IL-1
promote Th17 cell differentiation in autoimmune
arthritis

Suyun Cheng . huasong zeng
Guangzhou Women and Children’ s Medical Center

Objective To elucidate the pathogenesis of autoimmune arthritis and find new
therapeutic targets, We would use collagen induced arthritis (CIA) to investigate the
role and mechanism of Myeloid-derived suppressor cells (MDSCs )on Thl7 cell
differentiation. Methods SPF grade male DBAl/J mices were randomly divided into CIA



group (n=10) and control group(n=10), and An autoimmune arthritis mouse model was
prepared by CIA method. The frequency of MDSCs and Thl7 cells were examined in each
group by flow cytometry, The level of plasma IL-1B . IL-10 and IL-17A were detected by
ELISA ;The relative expression of related to Thl7 differentiation factor:STAT3 mRNA,
retinoic acid associated orphine receptor (ROR) alpha mRNA and ROR gamma t mRNA by
Real-time fluorescence quantitative PCR. The effect of MDSCs on the differentiation
of Th17 cells in CIA mice was assessed by the co—culture method of MDSCs and mouse
naive CD4+T cells in the condition of Thl7 cell differentiation(IL-6+TGF-B8),And in
some studies, IL-1 B mAb or IL-1ra was added when coculturing MDSCs with CD4+T cells to
observe the effect of MDSCs on the differentiation of Thl7 cells. Results Compared
with control group, the frequency of MDSCs, the level of the cytokines IL-1B. IL-17.
IL-10, the mRNA relative expression of RORY t were increased significantly (P <

0.01) ;and the frequency of MDSCs positive correlation with the Th17 cells numbers in
CIA mice.MDSCs displaying T cell suppressive proliferation and secretion of gamma
interferon (IFN-vY) in CIA, but MDSCs promoted Thl7 cells differentiation in vitro
under Th17 cells differentiation conditions, followed by significantly increased of
IL-17A. IL-1B, and upregulation of STAT3 and RORY t.When blocking IL-1B signal can
reduce the role of MDSCs in differentiation of Thl7 cells. Conclusion Our studies
show that MDSCs have the capacity to promote inflammatory by driving Thl7 cell
differentiation dependent on IL-1B in autoimmune arthritis. Therefore, MDSCs may be a
target for autoimmune arthritis
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BhELEE . FIRSC
AEHCR BRI B

B A AT JORE MO R K IEHZ T .

FE [ TR N RERIE LTI R (RA) I FERTT R (SpA) 1 Bl Im R % K

G 4, 52%, N “IREZRTIME S, NE 2 A7 APt. 8 FATLIER HILA S 2 ik
[ 5<45 (PIP) JHJfE, NSAID VAITH 2. 6 FERTXUMEE 3 BT, Zanis “REEIN” WK
(1), BHLCCP 48U/ml (JGZREBHFAM) , MRRAM AN (B2 , &8k “RA” , T
NSAID. FEIEMVAIT e IR, 5 R R P T ke {5 R RS, TR BUKAF 20mg/d. 5 4R AT
BEMG L 2 mumdR ety (DIP) BBk, ABASRERRT, MM 2¢/d. 1 F07
MFEFH. TR, s 25mg 2 /dy IRIRPE X, (M0, TE SR IR TE % J5 T ohn =
ZEH, SCAEEEE Ang/d, JEREIRMGE . 2 ARTRE R A ERGA R, ESEE, TIRER
15mg/d. FERBEATIGIT RRAEE, WANBLiE 290, PR A WAE, BPHURE. Jum
VAT . AR WA & ds PIP i, DIP i, AIMGshIkEIER, AEMBHIAX. A KETFAER. A
BESSALMIT. CRP IEH; ZHF/N=FH, HARBAFFEARIME: RF. §TCCP. AKAL ANA. 47 ENA 3.
HLA-B27 BB . 2F VR ZIERRTIRAEE (B 2) , BT MR 7~ XU B B K #E T4 S 1k vl BE,
KR REAR (B 3) o [EUBREARD S X Z&nT WAEXRRERI A B2 (B 4) o AERS SpA, e
HEHEOCHY CT WOSUNHEHE T R (B 5) o HREEICTT MR 78 AU HIREE O 19 T B ik i, 0L o5 3
% (B 6) o BIEIZWIN SpA, JRIT T M1 I PR ST AR AL, NSATD KB BWimis, Tk
FAHF 10mg/d. LG EJE 2mg/d, MO EEFICEPT 300mg/m ¥GITIE KW . 2 H JEBE VIR I -
g5 Lotk SpA ERFREE, W UMMNESCTIRZ Z2ONE, FHE RA KR, AL (15 B 4 VE IR T
BORAERS, N B2 W) IERf M«



PR AR 2 E IR B F R RAEI R AR TE R RUB R TR AR AEIR B &
REYIEXHAR

FHFAE. M. RTRE. R BRIZ. MONEL BN
JoIN S — NREERE

B Wit E I+ (BDNF) (R R4 FunE A& (IL) -6, MBI

T (INF) —a, MMFHRAERRIC MER  (CRP). M¥T (BSR). £F4eEAJE  (FIB) . MLk
VEMFEEEE A (SAA) 5 RA FEHIABAEIR [P AH 14

Frik AR, A9 RA BB, 000 SR IEAT R N S B AP, RS LY A BDNF &
HAE (L) 6. MIRIRIEIR T (INF) -a Il B IGR A& ESR A0 C N EA  (CRP) . I
vl (ESR) . #4eE s (FIB) . MiEWEMFEERMA A (SAA) . RA B HATIES PHQ-9 &K, PHQ-
9=5 7 ERF AN RA FEAIARAEIR A, PHQ-9<5 434NN RA TLAEHIARGEIRAL, FLAEH 4L B2 BDNF J¢
RAEFRPR I, FEAT A 3B B AMARRE AR 1) FE R (R 2= 2 #

GER ORHFA LN 140 4] RA H, PHQ-9=54» 66 N (47. 14%), 29N RA fE4ARSEEIRZ. 5 RA
TEAEMARRER L LL A, R AORIE S PR B hE . 25 B 2 L TO I RA B 5 5 £k R AR SE
MRo RA PEHDARRE IR 225 1175 BDNF J% IL-6. TNF—a . CRP. ESR. Fib. SAA %5 JSREIEFRIY I
T RA EAEHIARSEIRZL . M3 BDNF 5 PHQ-9 vF4 #GEFEAR A DAS28 B R IEAHC. BDNF 5 1L-6.
CRP. SAA FITENLAZ RA A ANARREIR I & 6 R 2R o

5 RA S MG BDNF 5 PHQ-9 V4. ARETR bR i iiG 50 BE BH i IEAH G . BDNF 5 TL-6. CRP,
SAA FITEMVAZE RA P A FARRE IR (1 f B R 2%

mTORC1 IEEEFERR A Sti | | IR HEEMRENESIERNIERN
FIFR

FEIEP V20, kha >, ZERHE Y’ Peter Nigrovic®’. Pui Lee™’
L JTHREE - ANRER
2. G2 A ot e it ) L 2 IR e
3. MR IR S B A AR A L I B
4. LR Be 2= i 5 — R Bx
5. PR A0 N R B

HE HEY: AWK (Adult—onset Still&#39:s disease, AOSD) f&—FhafE R4 R HIE
PSRRI 4 B SOREPERIR, SR R LI RR I, 5 AL Ay S AL AN TL-1 25 8E R 11072k
ZY MR . BRSNS AE (nacrophage activation syndrome, MAS) tFR4E R VEVEINLE S
fiE, 72 AOSD " H {9 &R, RIUNAMANME/D . AR T K E UK B2, HA R
R o HETA ¢ AOSD A MAS HIAIRALHIAR B, FRATTERTT AOSD 2 FL MAS & bl o

FE J7iF: A5 M AOSD A FREX HE A1 & ifn il 7 s . R TL1rn—/—/N BB, AOSD HIAE# 223
W, R EEEEE S I E A 1 (mTORCL) 404171 K 542 4 M 35 B3 77 SRS B2 Clodronate X
IL1rn—/~/INRIEZm . BbAk, FRATEMIEE CpG 75 510 MAS /N FRARAY, R4 mTORCT 18 B AN FLAZ 41 il
BEFELE MAS BEAY ()3 AL It o

GERL SEHL. AOSD R AME I mTORCL RGN (Figure 1) o ILlrn—/—/NRFEILH AOSD [RIHFHE,
BFERATR . REMERAE. SEREAN B AR (Figure 2) o SHARINFF AR 40 A 247
RIL IL1rn—/—/NR A% 20 mTORCL S EEAL (Figure 1) o 75 MARE A HUAZ 40 035 B3 nl g
Lirn—/-/NEL AOSD fIGIRERIL (Figure 1, 2) o CpG-MAS /NERILH HAZ4IAIE5E, H mTORCI i@
PR AE AL AN VAL o

50 4518 mTORCL JEEKE S5 A0SD B MAS KR KV E(S Sl . BATJG SF 4k S 2 MAS /)
SRAFE ARG mTORCT 38 B8 A B A% 20 IO AE MAS (KIE ], A AOSD J2 e MAS (IBR 16 S BE 1K -



GDF-15 {38 B 14 HHE K HIH LT 4E BBy A& 53 1L

AR AERH
I7RA NREERE

HHE REMSEEmEMN A% (Ankylosing Spondylitis, AS) JREINEHIRALER, W2

SHEH IS IRERIR AR k. SR, H AT AS R A B IR AL R e A A, AT)
EH BRI, GDF-15 (Growth differentiation factor—15, GDF-15) J& TGF-B FEH i —4
IR, SRR NI YIS, BATHIRT IR T R I GDF-15 fEF AT R h Rk T
H 55, Nk, A UK R I8 AR AP SEIG R T GDF-15 X A AS B4t 4E4H i ik

B R, LIRS GDF-15 % AS S 3P E LI 1EH

T WOAE AS 4URIN IRAH B e T WA A ZR, AS 4N FATHI T B AS B, IR AN ER 4k
{8, JoAS s, REIE I FAT HIFEARBOC B AT B3 . KA A RSEIR IS A A
YeAmpf . AT S AR 3-5 ARUHAREEATELEE, SR 0-100ng/mL 1) GDF-15 Sl AF 4E40 i,
RS WU 248 PR P B A1 T

R HIEE AN, AS RRET4EA M - I AT 4E AN IR S B2 T (vimentin) RIAEEAL,

HECE R (Col 1. RUNX 2) MURIAZZETHE (P<0.05) , HEo AS A ET 4k 40 i A 58 9 i) i

IACRE S . FEIEH AT AS T 4EAffiry, GDF-15 mJ 42 Rl et 4 40 bl vk i IR g v v, e it
HA ST [FIN, GDF-15 HISUG IE v AS Je4F 4E4H M b Rl B JE DR 1) mRNA AR 3Rk

(SP 7. RUNX 2. Col 1) , #&/5 GDF-15 B3k s et 4 4 i il B /AL I RE 17

&8 GDF-15 {2k AS FIIEF AT SELH M1 Bl 434k, 7R GDF-15 AT RETE AS 75 B B ALk v

RIEEBAER

Anifrolumab &7 ARG M A BINERMRHR

RICH FEM
JRAE NRERFE

B RGN (SLED 2 —MAFAESOR I H B ST 2 2 ST H H 5 S 5o ,
BHIHE A2 G800, HIERERFRAEKES . 07 LU BRI & e iy L, H
VA & oy BB AR AR H], A SO EREE ALY 71)-Ani frolumab J6Y7 R SLE /)
Wtk AT SRR

g S ZR A 0 O . 4R N A ORI T B . Pubmed. the Cochrane
Library. Embase #{#i/E, F£XFFrke 2 0 Kkt AT i 245 .

R 1 ATIMEMINL SLE RFEHLHINZS 5%, 1T B4R AHALIE et B 40
R 2 e g%, IR B IS I Bk . BT RN, 60%-80%F) SLE BN B B T e
BT BT RERRE, I H SRR 55 MTE s K. Anifrolumab j& —FpErXT T Y IFN %2
& (IFNAR) FUBsClEdUR, 5 1 BT EZIARLIE 1 454, B IFNa . IFNB Al IFN-o 7F
WIHIETA 1 B Rp0iE M, HATEARARAE T IR PRI H . R MUSE & — IRl HLIG PR 1T I8 72,
ZHEFE SLE R FR 44, BICLA SRR ARIA B e & i, HT PRI &, uEse
anifrolumab RERZER(CHEEEE SLE [Ki%50. TULIP-1 A1 TULIP-2 ¥JR2IGK 111 #IR5e, #P
FUEER A 5B A, anifrolumab ¥Gy7HE B SLE A28, IR EHNCERE, HHLZEMR
U, PEEARKRMRAEFRBAK. RN, 250 1T B TTT 3G AR S IESS Ani frolumab %f - B2 R IR
A BRI FBUEE. Har, EEaMGNEEEHE (FDA) #it#E anifrolumab JRJ7 R EHEE SLE.



g HAET Anifrolumab fIARIRIEY] 1 HIGTT SLE B8y, I HX T R0 A B O Uk,
ZEMERL, EARRMAEREAC, A EARK KON SLE M.

SLE 28& B 40 NLRP3 XM/ MESE R B SHKIEEINELIHEX

e L NESIST
JEERFIRYIE B R e

HH B 4iffifid 2 EHLHIZE SLE A IESURTER « B AL EA &k M /MARIRE 1, {H NLRP3 %
PE/NATE B 4H B A OV B AN IR . ASHIF 7T 805 SLE B3 B 40l NLRP3 M/ MATEAL TS, IF
M H 5 SLE JiE TSR &

JriE G 9 R E FAM-YVAD-FMK #ric 40 il FR iS4 ) caspase—1 (Act. casp—1) W] el 78 4/ Mk
TEACTEDL . AT H SR A FAM-YVAD-FMK %% Y6 5% RTAH 7 AR B 26 't 2 A s LA bs 10 40 ] I =A% 41
W, 9 R AR AG W 1E 5 AR SLE HR AR A I B 4R A 28 M IMATE AL K, et R MR B AL
(1) B 4 (R R T RERFAE,  VPAE B 40 28 M /IMATE /K5 s NP7 145 sh M i b (1 AH S
gER 1. RAIKRIL SLE B HANEIM B UM NLRP3 25 . W0l 2 B U iR R & e 2 1

1 (Act. casp—1) FIZ M IMEIEALIE =4 TL-1 8 4HARIN FRIFIE /KT e T X IR B 40,
IX$E78 SLE H8 B i NLRP3 4 M /MA R B 0 .

2. SLE B B Y& M/ MEBGE /KT SLE JitEiSshE184s (B HG SLEDAL ¥¥4r. Iyl PrAlE
DNA PiiA%E) BA IEA M. X B3R B MR/ MAS S SLE R FHLE .

3. RUM/MARFEIE B 20 =y FRk 20 B s A BE AR iC A - D86, CDI5 Al Ki—67, $27 SLE
HEE R M/ IMA R VR AL B 41 2R WIEIRAS .

4 GBI IX R R M MATECT) B 4HiR BT 8T, FRATRILXIE B 4 B RiA CD1le 7+
I F K T-bet, HAKFKIE CD38, X5 HATHIEMEUHRTE CD11c+B 4 My 847 AHC B 4 i (ABC)
RAFIE BA — 8. $2/8 SLE B RME/AMAREEEIL B 41318 CD11c+B 4HAE: AR ic4) .

S50 NLRP3 M/ MAm EEE L AT REdE I /v 5 B 40005 2 5 SLE MR WINLE. 4% B 40/ NLRP3
RIEMEIEL AT RENE DY SLE 7 AR T HE R

FRESGER/ NERPESHAMEETHERK 1 IR

BhELEE . FIRSC
AEHCR BRI B

BHE 3R EX TR A I AN 2B B R 1R

T FUBE AT 1 TR A AE H A 26 B 22 (1 51 B k)

g EEahE, 38%, H “HIRT 10 K&, Woi. BEMK 3 K7 AFt. 10 REEFTLIE R H IR
Fo FHRRBTE, B 24h JREEE 2. 44g/d, ANA. $i SSA+, ZWrTHRLr&1E, AR ke
e (MP)  FREME SKOABEEREG (CTX) o 3 4FAT B ISR N IEM S/ NE TR S . 1 SkiaTT K
A, 3 RFIVEY . TR, IR 2. 7lmmol /L, MALEF 288umol/L, [TiZLL “TFHpLiaiE.
BNERE R REIIE” WANFE. ABEJE T MP 40mg/d K AMNSIGIT, EEMMATIER, WEilk.
BRBR AR, BB A TR A A, k. JRWERE . R, EMoREmH. Ak
PRI DEIRIR , ZEMI AR T) 50 Sk FHMGHE MR “FHI+355%: SHE. BOME. BRI, AA A
TEM. EfEZ kR HES, HENTERRA. EFNME 105mmH0, EWR: 4088850

53X 10°/L, WBC 33X 10°/L, BAAKZLNMD 98%, FEAMME, MR, 458, EHEREIRWAME. FEwk
X475 (OCB) : MW 1gG+, IMLiF IeG 14. T1g/L, MW OCB> Ifii OCB. fibia ik it & 5pi Atk [
P, MG BRSPS : H1 MOG 1:10. BIEEWIRTIREEAIE. MMEERER I REH (NMOSD)



Z5F MP 1gX3d—500mg X 3d (& 3 HIk¥) , FFTAMP 60mg/d, AGIZEERE A

0.4g/kg + dX7d, CTX 0.2g qod VAJIf 3K BEHIGIT IR AW, FHTIE SHBNAIT 50153 i .
HBEJE T CTX 0. 4g/2w #E, BURBERIGIT. 697 6 HabEVs, BERMRARSEM, N1EsE, S5
Sk R MR 995 2% i FEl A AT 4 /)N

i TIRGAIEMAERRT RRAERL) 5%, HHRMEZ BRINEZHFE, RIBRHZ A R =X N\MOSD
IR, MEI S ERA, a2 %REIBN (DT 27

#1 Ro52 H ik 5454540 LR R X 8] B M b R fm B AR X M A 52

FERE. WEE. M. ST PRTE. Sk
LR B 5 R e

B 24t Rob2 ik BH 1 45 46 2H 23 AH ¢ () i PRI (CTD-ILD) & MG RAF 2L, BRITHL
Ro52 FifA 5 CTD-TLD KR A=, 6 e A iy 28 L K A O 42k o

Jrig BIEPEUEEIRBE 2016 4F 5 A & 2021 4 5 A(EREHIS NS A UR I S 1654 1, Ho s
FEIAFME R 194 1, FE8H 5 NPT Rob2 PRk BHIELL S BIPELL . Wi B3 Bk R BERE, @it SPSS
25 AR AT B o0 T

g (1) 1654 4 CTD g 194 5] (11.7%) &3F ILD, Hrhdi Ro52 HifkPH I 99 %1, Sl
51. 0% (2) X4 Ro52 Hifk 5 CTD-ILD AT logistic BIHAHT, KIFR (P <0.001) . 5]
(P =0.006) . i Ro52Hifk (P <0.001) 5 CTD-ILD KA. (3) %f CTD &AL 4T
logistic [FIESMT, KIFT Rob2 Fri&ILAE PM/ DM-ILD 415 ILD KFGAHSE (P <0.001) , H#%
CTD WAH i Eh 814 2% LANSTIP 2 0. (4) #i Ro52 PHIEZH CTD-ILD & (1 2 Lt Rob2 Bt 2H 5
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Sugar—sweeten Beverage Consumption is Associated with
More Obesity and Higher Serum Uric Acid in Chinese Male
Gout Patients with Early-onset

Qianhua Li . Yaowei Zou. Shuyan Lian. Jinjian Liang. Yinggian Mo. Kuimin Yang. Lie Dai
Department of Rheumatology, Sun Yat—Sen Memorial Hospital, Sun Yat-Sen University

Background: Early-onset gout has received increasing interest from researchers.
Previous studies have reported that serum urate levels and prevalence of obesity are
higher in early-onset gout patients than in later—onset gout patients. We explored
the dietary habits of early-onset and later—onset gout patients and their association
with clinical features.

Methods: Gout patients completed a 10—-item food frequency questionnaire. Early—onset
gout patients were defined as gout onset before the age of 40, and onset after age 40



was classified as later—onset. Associations between dietary factors, obesity, and
serum urate level of =600 nmol/L were assessed using logistic regression.

Results: Among the 655 gout patients, 94.6% were males, and 59. 1% presented with
early—onset gout. All early-onset patients were males. Serum urate level was
significantly higher in the early-onset group than in the later-onset group (550.7 vs
513.4 umol/L). The proportion of patients with a serum urate level of =600 umol/L
(40. 3% vs. 26.2%) and obesity (27.6% vs. 10.7%) was higher in the early—onset group
than in the later—onset group (all p<0.05). The early-onset group consumed more red
meat (101 -200 g/d: 43.6% vs. 26.0%), sugar—sweetened beverages (>4 times/week: 27.9%
vs. 7.7%), and milk and milk products (1 -2 times/week: 28.5% vs. 16.6%), but less
alcohol (84 g/d: 8.5% vs. 21.5%) and tea (>4 times/week: 35.7% vs. 52.4%:; all
p<0.05). Sugar-sweetened beverage intake was positively correlated with serum urate
level of =600 umol/L (compared with <once/week [reference], > 4 times/week:
adjusted odds ratio = 2.2, 95% confidence interval: 1.4, 3.7) and obesity (compared
with < once/week [reference], >4 times/week: adjusted odds ratio = 2.2, 95%
confidence interval: 1.2, 3.7). These correlations remained significant for early-
onset gout patients

Conclusion: Sugar—-sweetened beverage intake replaced alcohol as the main dietary risk
factor for gout in early—onset patients, and this change was associated with a
greater prevalence of obesity and higher serum urate level. Clinicians should provide
specific dietary education for different generations of gout patients. The epidemic
of sugar—sweetened beverage consumption should be considered for the development of
public health policies for the prevention of gout.
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Case Series of Patients with Eosinophilic Fasciitis
Secondary to Immune Checkpoint Inhibitors Therapy

Zhiming Ouyang. Jianda Ma. Zehong Yang. Yinggian Mo. Yaowei Zou. Lie Dai
Sun Yat—sen Memorial Hospital, Sun Yat—sen University

Background and Objectives

Eosinophilic fasciitis (EF), a fibrotic disease that causes inflammatory infiltration
in the subcutaneous fascia is clinically characterized by edema and subsequent
induration and tightening of the skin and subcutaneous tissue. EF is a rare immune-—
related adverse event of immune checkpoint inhibitors (ICI). This article aims to
investigate the clinical features of ICI-related EF and to improve the understanding
of the disease among rheumatologists

Methods:

Searching relevant articles in the electronic databases Medline, PubMed, Science
Citation Index, China Biomedical Literature Database (CBM), China Journal Full Text
Database (CNKI), and WANFANG Data with the key words of “eosinophilic fasciitis” or
“Shulman syndrome” and “checkpoint inhibitor” , “CTLA-4” , “PD-1” or “PD-L1”
Only articles or case reports with detailed medical records of ICI-related EF
patients were included. ICI-related EF patients in our department were also included.
Results:

A 58-year-old male patient with angioimmunoblastic T cell lymphoma presented with
skin edema, subsequent induration, tightening of the skin, and subcutaneous
tissue(Figurel A&B). The eosinophils elevated in peripheral blood after 6-month
treatment of PD-1 inhibitor (Camrelizumab). The patient was diagnosed as ICI-related
EF and then was referred to our rheumatology department. Other seventeen EF patients
from the above databases were also included for analysis. Among these 18 patients, 50%
(9/18) were male and the mean age was 57+14 years. The most commonly used ICI was
PD-1 inhibitor such as nivolumab and pembrolizumab, accounting for 72% (13/18), next
was PD-L1 inhibitor (17%, 3/18), and 3 patients used PD-L1 inhibitor combined with
CTLA-4 inhibitor. Of all cases, 50% (9/18) was metastatic melanoma and 17% (3/18) was
lung cancer. After ICI treatment, the median onset time of EF was 12 months. The most
common involved organ was skin and 94% (17/18) of patients presenting with
symmetrical skin edema and sclerosis. For other skin manifestations, 44% (8/18) of
patients had typical “groove sign”, and one case showed unilateral skin involvement
of skin tension and erythema from pubis to left anterior iliac crest. When the
affected limb raised, there is a visible sulcus due to the decrease of venous
dilation pressure, namely “sulcus sign”. The second common involved organ was the
joints which were presented with limited function in 56% (10/18) of patients
Additionally, 39% (7/18) showed muscle involvement such as myalgia and myasthenia.
Increased eosinophils in peripheral blood was observed in 72% (13/18) of patients.
Twelve patients (63%) received MRI examinations which showed the signal in the
subcutaneous and deep fascia increased in both fat-suppressed T2 images (Figurel C&E)
and post—enhancement T1 images(Figurel D&F). Fifteen patients underwent full-
thickness skin biopsy at the lesion site, the pathological changes in all patients



supported the diagnosis of EF. The ICI was discontinued in 94% of patients. Meanwhile
83% received glucocorticoids and 56% of patients were treated with methotrexate.

After treatment, the clinical symptoms of EF improved in 89% of patients (n=16),

while eosinophils returned to normal after a median treatment time of 2.5 months. EF
progressed even through the combined treatment of prednisone, MTX, and abatacept in
one patient. Another one case died after 6 months due to metastasis of bladder cancer
(stagelV).

Conclusion: Although EF is a rare adverse effect of ICI treatment, individuals
receiving these drugs should be monitored closely for symptoms of EF. Discontinuation
of ICI and administration of immunosuppressants may prevent the progression of EF.

A Matrix Prediction Model for The Six—-month Mortality
Risk in Patients with Anti—Melanoma Differentiation—
Associated Protein—5 Positive Dermatomyositis

Zhiming Ouyang'. Jian-Zi Lin'. Ao—Juan Tang’. Ze-Hong Yang'. Li-Juan Yang'. Xiu-Ning Wei'. Qian-Hua
Li'. Jin—Jian Liang'. Dong—Hui Zheng'. Bing—Peng Guo’. Gui Zhao’. Qian Han’. Lie Dai'. Ying—Qian
Mo"?

1. Sun Yat—sen Memorial Hospital, Sun Yat-Sen University
2. Hl R A M ERAL A R Bl A O R B
3. TTMERER S S5 — =R

Background and Objectives: Recently, the autoantibody recognizing melanoma
differentiation—associated gene 5 (anti-MDA5) is of the greatest concern as a
specific autoantibody of dermatomyositis (DM), since it delineates a unique clinical
phenotype of DM with a high risk of life—threatening lung complications but the signs
of myositis are mild or absent. Considering routine clinical characteristics at
baseline are still desired candidates for screening potential mortality predictors,
in order to as early as possible stratify the mortality risk in anti-MDA5 positive DM
patients before making therapeutic strategies. Additionally, a matrix prediction
model formed by baseline characteristics are still lacking. Therefore, to investigate
the baseline independent risk factors for predicting 6-month mortality of anti-MDA5-
positive DM patients and develop a matrix prediction model formed by these risk
factors.

Methods This was a real-world prospective observational study. The hospitalized
patients with DM were included if they fulfilled the criteria including: aged over 18
years old; diagnosed as having DM according to the criteria proposed by Bohan and
Peter or the modified Sontheimer definitions; and positive anti-MDA5 which was
determined by both line immunoassay testing and enzyme—linked immunosorbent testing
The primary outcome was all-cause 6—month mortality after enrolment. A matrix
prediction model was built with the mortality risk probability and 95% confidence
intervals (CI) in each grid

Results There were 82 DM patients enrolled (mean age of onset 50%+11 years and 63%
female), with 40 (49%) showing positive anti-MDA5S. Gottron sign/papules (OR: 5. 135,
95%CI: 1.489717.708), arthritis (OR: 5.184, 95%CI: 1.455718.467), interstitial lung
disease (ILD, OR: 7.034, 95%CI: 1.157 42.785), and higher level of C4 (OR: 1.010,
95%CI: 1.00271.017) were independent associators with positive anti-MDA5 in DM
patients. Anti-MDA5—positive DM patients had significant higher 6—month all-cause



mortality than those with anti-MDA5—negative (30% vs. 0%). Among anti-MDA5—positive
DM patients, compared to the survivors, non—survivors had significantly advanced age
of onset (59+6 years vs. 46+9 years), higher rates of fever (75% vs. 18%), positive
carcinoma embryonic antigen (CEA, 75% vs. 14%), higher level of ferritin (median 2858
ug/L vs. 619 ug/L, all p<0.05). Multivariate COX regression showed ferritin=1250
wg/L (HR: 10.4, 95%CI: 1.8759.9), fever (HR: 11.2, 95%CI: 2.5°49.9), and positive
CEA (HR: 5.2, 95%CI: 1.0725.7) were independent risk factors of 6—month mortality.
According to the matrix prediction model, anti-MDA5—positive DM patients could be
stratified into three subgroups based on various probabilities of predicted mortality:
(i) High-risk: eight patients with two of the above three features (including fever,
serum ferritin=1250 ug/L, and positive CEA) had high predicted mortality
probability with 64% 85% (three red grids in Figure 1A), and the actual mortality was
75% (n=6) with 60%, 100%, and 100% respectively in three red grids (Figure 1B). Five
patients with all of three features had extremely high predicted mortality
probability with 97% (95%CI: 70% 100%, the dark red grid of Figure 1A), and the
actual mortality was 100% in Figure 1B; (ii) Moderate-risk: nine patients with one of
the above three features had moderate predicted mortality probability with 11% 29%
(three yellow grids in Figure 1A), and the actual mortality was 11% (n=1) with 0%, 0%,
and 17% respectively in three yellow grids (Figure 1B); (iii) Low-risk: eighteen
patients with none of the above three features had low predicted mortality
probability with 2% (95%CI: 0.2% 20%, the green grid in Figure 1A), and the actual
mortality was 0% in the green grid (Figure 1B)

Conclusion Baseline characteristics of fever, positive CEA, and ferritin=1250 ug/L
are risk factors for 6-month all-cause mortality in anti—-MDA5-positive DM patients. A
novel matrix prediction model composed of these three clinical indicators is firstly
proposed to provide a chance for exploration of individual treatment strategies in
anti—-MDA5—positive DM subgroups with various probabilities of mortality risk.
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ITHEREVEANY, #R1F SAS 5 SLE B IR R L HEmEZ, MGl Sk 08 B E AR
B R B EIE TR o A e DU R L

FE RBUAE B2 B E U SLE B, WO SAS A )5, RN ids B —E
B SR S KA bR, BN &% SF-36. SLEDAI. FACIT 55 &R HA M7 G R E. TRig
) B R 57 R B I VEAR o

ZEBL 103 44 SLE fE AR R )y 57. 28%; SLE Hi3% SAS #4055 SF-36 %4k & i 7 A ¢

(P <0.005) ; SymitEfaedlng SLE B, mEEEESI4L SLE B3 SAS BT

(P <0.05) . 554 SLE g AHtt, ik SLE B3 SAS FArThir (P <0.05) . US4 SLE &

FHHARWS. CUS4] SLE BE ML, Ba84H SLE 3% SAS #4r i (P <0.05) o SLE 3% SAS #i4)
5 SLEDAT. FACIT J&57 &R . W, JREAMIEF (P <0.005) o SLE 35 SAS A5
Wi PR 25 N USUA . SLEDAT #4436



W  SLE BE BRI EBRE SPORIESIE . VR, T ISR R, B, ZERE
SLE & Wt RasE, OB AR IR 57 & KA RO IR 08 R 55 1 BE AT BT 2438 SLE 84
A B L.

REZAHERBLERKII IFN-y BSREHEXEA R ERE
LRETE

MRS ARl
YT 85 = N R B2 R

B st EFE i, 665, BI7RERMHEMESNE6 H. "Abt. FHERRERM ik
Egiim, fERE R, 6T R REPURGRSRIT, VIR, 4 ARrHn e 5 2 &

PR ESEE R XN BB AT BB gE  “ MOa L RIB 7 AT ZC MM SIS R 4
PIER KRR, JRHEOR: e B2 BN, ANERINAZE IR R o 2 A AT A RS ik 2
BN, HRBOE NGS & R R R SMELLIE BT R oI 31, MBIt (++) .

P ST R gt HUBR (=)  PAS (=)  NIRER (=), AT HESLIR NGS 6 A o th =F

L BT w751 o PET-CT 715 2 Abith A5 I R A, 4 53 2 A0 ISR . A il L i i BOI A2
PR mACH

T WHTINR v A PUAR RN REESRBEER G L, FRECIE S LI BT i &S 45 T
AT 0.6 Z969T, ARG L A5 AL T AR T 200 B 23R )T . RtEEare, mBle a2 Rt
BB PERRIE)E . B A, R KM B RS, TRMERE AT

Fren T HISE e A0mg BEH 1 IRERIKGTE, TS LFFE R IZHTIRE T, ARS8 I PTRHE B BT
7. BEBEHIR, BERHREAEE, PR, R . REREFRBIURE
R MBSO, B2, 4TI ERh R T KA 2 R R R

SR PUIRN-v H S HUEM RN R GRFEZR S A2 — M. DURERG. 5T IFN-y A 55T
WONRFE, INRRIUN R, KB, B, SRATMR . B B DA R B R 4

G50 K L TR R, WEEMOR, JCHGR A KA, HIV YR, B S o in &
GUELPEIVE . TIRSGEAILE S IEIA RIS, T EERAAEDT IFN-y B SRR %
BREAZREALMIRIRE, ATHT IFN-v B SHUm I P s W, 1677 BRI RSN, b
T B SPUARI AR EATIR T .

HESE. FER. FFEEZR, M2 1664 HXMRFERNR?

EWIEE . G, . EREE. AWM. Wi, T
RIS = N REERE

B BEGM, 399, TR “RBNIMELMN R 5 HR7 MEFFAMEL. 2020 4F 1 HB#HTL
RN LA R AR S K, WK T EAL. 2020 4F 5 H NEHFLAMEE. A R 10 44,
BH 6-7 M. ABEER: NS A AN A il fe 22N OGH S . DR O 2 A0 E
iR, MR CT RIEME A4, Mg 1864 Fhm, WHESSHREVERI R KE Tg4 KAMMIRIE,
1gG4/TgG JKAMML>40%, ZWiA: TeGd AHIMELIN, FIRkJErniasra .



Jivk 20214 1 4 H, BFERE CORBULBET RS, DT 22 AR MEA LR ER:
BEHLIMKE 34. 21mmol /L, OGTT k¥ tm, #E—Doedtua. KAl CT i EmarBe, Al -t
B BOWT ARG o BB S B S I R, TR R e AR 9 CT JR MBS 4T 4L .
B PER I Z MR, P Te64 MIRTER SEING ? (5 5 R AR A 2R W 2 5
g Ao L, ARV, AR AR VEBUERS G TR, TR, B T A L R
FHYE, BEPUEZIGYT . BEELE PR, 45 RORSVERTEIL . B2 W 1. TeG4 A
FUEGIA 2+ 2 BIBEIR 3 WRSTERTEAL 4. FiiZitx. 1677 L3, DMARDs SREGY). Hidhii.
BB RAEVR YT Ja e . 1 5 R AR A AL %, TeG4 BRIk, SR As/ . B
B 2R .

GER TG4 HRMEZIN AL N S HVETJE RAEVEDRT . AR 5 T ARy TeGA ARSI ,
FiTER B AL, WD IR SR AR, (HRA ST RE R, IESONITS % . 1E TeG4
FAS PR (o DU AL I, 7 B[R ARG 0, EAR R B E WO YT L, 5
JERIRT R

S LR LA, WK EXTT TeGa AHSCIERM B L2 a2 RS, ERGEEMEIET T,
S N RS A A S B SR B R R P R A I

Fr A MESCAE 1 AL TR B PR 0 & KB RO TR B 3 37

sRHie . SRR BRI e, Wi, AL EHIL
WSk T AR R

B R RPESOREMENUR CTIMD 8 B R I R AN S2 56 SRR AE, 8 37 R AR XU O T A 7Y
JrEE [EEA BT 2013-2022 G Sk T H0 EREISCIE I 167 B2 TIM (LA 87 %, £ RPENL%
40 B, Lo BRLEAAE 27 B SN SRIRSEIENUR 13 6, ARAEIURE 0 5D B kK%
BE, R logistic BEIEMHTAHCHIERIEIZ, (I R 155 0 RUS A Foreign Zi B & TIM 3%
R TR KRS O P A 2 P, AR I il ZR ARG B AR AR v 1 . SR pROC s R v 55 i 28 43 Hr
X TIM i e R R AR TR 3R AT 360

GEEL 10 4FN], TIMMORIZHA 32 4], TIMAEMIRIZHE 135 . 531 o i s o B, Lotk h
FUMRRE . W, LA BUTIF-1y HUARBATE. T NXP-2 iR IR IAME. B2l CEA N fE
B2, [RRPERG A BRI R SOEME ST SN R IR &R, A ER . L. PLTIF-1y Bt
A A AR J5 Al 28 7 B IRL RN 22 R R W R A Gt 2 X, H M 3 ST A 9 471 4 R ) A 77

(B D o XHZERFATIAE, & IE 2 SBon N E S5 50l E BAa — 8ot C %o 0. 86, AR
ff) ROC HH£E RTHIA N 0. 86, 15 BHIZAR R BAT RAFHOTUINAE 1+ FEMERERIDX 20 BE o TR IR b 28 o0 T 4%
BRISVEM A . BAN, ARWFFAE T ELPIHE T NIX 4 T & 515 IR0 R ) s R

S50 B2 R TINERG TIM &2 e S8R BoA B B aE o, (B3 75 2 oLt 5t KT YRR A1)
W Tt — PR

5% B 4R AREALE FFIBHREFE B kLA LA R RE X HERAR

WEE L MR A R ARERE . SRR WM RS W BRI, ERYL
Lok e BB
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B PPA5IMTE B UMy ILR T (BAFF) FIFH#EA (LUS) B ZR7E 45 4R 204U AR Sl (CTD-ILD)
HR IR PR Z WA AR, DL SCRIAS [R] 16 5 1 A 075 22 BB AH S

J5%5 ELISA J5 A6 63 4] CTD-ILD f3% [Hidr 26 Hl4f4ifv £ A (F-1LD) , 37 HldELr4ifh Al
(NF-TILD) 1. 30 41 CTD f35 F1 26 il il FE X HE A IS BAFF A1 KL-6 fR7KF. FrE &2 T
i s ¢k CT (HRCT) RISt s R RIBgi [l N T- 2 D o i Warrick PP PFAS
HRCT f) TLD ™ FEFE AT . K 50 ANHH5 5 1 B ZREE AR B R0 1H.

ZER SR IR AMARIEL, CTD B MiE BAFF KPRk BB ETHE, Sl 1D B (p<0.01) &
7E ILD High, BAFF WS B Z%E (r=0.37, p<0.01) . KL-6 /KF (r=0.26, p<0.05) F
Warrick PE43 (r=0.33, p<0.01) FHIFELHIHER, REHHARETE. BARES
Warrick 4> (r=0.65, p<0.01) . KL-6 /K°F (r=0.43, p<0.01) #H5%. 5 NF-ILD &AL, F-
ILD 35 1) M3 BAFF W (p<0.05) . KL-6 7K°F (p<0.05) . BZ&¥E (p<0.01) Fl Warrick ¥
43 (p<0.01) &, % BAFF. KL-6 /K. B ZRE &M Warrick PF4-F NIX % F-TLD 5 NF-TLD %
11 FHE 7 5 408pg/ml (AUC=0. 73, p<0.01). 367U/ml (AUC=0.72, p<0.05). 122 (AUC=0. 89,
p<0.01) F1 14 (AUC=0. 87, p<0.01) .«

S5 LI BAFF /KPR 75 B 2 808 vl AE e IR P4l CTD-ILD ™ AL A B S I R AR o
ARSI PUESE, WA O B A RIS A hr SR A BT 58 AT s i2 WM 7 CTD-ILD

HKRELBREBE XY RDPA IL-6 F1 IL-10 PFIES B HEH
sl GoliEE S

PRIGEHE 35S0
N BERE RSB 27 — BB

HE it Thl/Th2 AHRHME T (IL-2. IL-4. IL-6. IL-10. TNF-a . IFN-y ) 7ESERIEETS
% (RA) RFHLEIHI/E

T TN BB B 28— PR B KR RH T O T BT I Bia 7 i s v, 9N 14 o B
TEENEE RA B (DSA28>3.2) , 21 BlE 354 (0A) H3, 22 FPERELTT & (Gout) HFE, fE
A BT, AT TR AN RO, LR AS A AR B ARSI THL/TH2 AH G40 B R 57K
F(pg/ml) o GitJivk: HALBCRHA Kruskal-Wallis H A3, AHRPES KA Spearman £556 .
g ZHOCHTP IL-2. IL-4. TNF-a . IFN-y %G Z5% (P>0.05), IL-6. IL-10 fFEER
(H=25. 32, P<0. 05;H=15. 66, P<0. 05) . F:H IL-6: OA £H (125. 01 £ 274. 20) 5 Gout £H (809. 17 -
858. 39) 1E4E % 5t (adj. P<0. 05), O0A ZH5 RA 4H.(1908. 81 + 1250. 31) fE#E 25 (adj. P<0.05) , RA
M5 gout Hi%H %5 (adj. P=0.057) . IL-10: OA ZH (1.53 1 4.88) 5 Gout 41 (2. 03 1 2.23) 7%
7E 7 5 (adj. P<0. 05) , 0A 205 RA 4H (7. 44 + 8. 96) f74E 2 5 (adj. P<0. 05) » RA 205 gout H¥H
7% 5 (adj. P=0.378) . RAZHIY IL-10 5 401t (17. 312 + 13. 5110 9/L) f-7E IEAH K
(r=0.594, P=0.025), RAZH 1L-6 5 H40HETHECCH S AH M (P>0. 05) o

L5 7F RAL OA Fll Gout 5% B 67yt IL-6 1 IL-10 MIRIE/KPE 2R, HAE RA 5T 04,
{H RA 5 Gout [HTCHHREZ . RA X3 H 1L-10 5 A5 2 IEAE2S, {2 1L-6 5 ICHH SAH
Ktk



= Toh R 7S 46 B A S KU 5C 5 2848 5X 8] R 1 R e s R B T (1B
ek
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Lok e B
2. WK 5 — BE B

B AT TR Wi A ] A g — b s A0 B 7 45 4 2L ZR003 AL < 8] B PR (CTD-ILD) FITEAE BT
THo SEBRMERE (50 M%) A7 BT m m eI Eom 2 W R R, (HAHRZE N 7 414
I Ta) o £ RGEPEREACIEARSC TLD B FUdos, Mt (10 M. 14 M) mE A DU
AR ], R A IRGF S WU IR R . AT ST B AR HUAE 3 i i e 5 G 7 A 2 R R 7Y
AHDIA) ST PEHER (RA-ILD) 2 W TR A -

ik AR T 2018 4 8 A Z 2022 4 5 A HETEN ST A0 EEBLHZ 1 128 FIH12 112 RIE
KA REH (89 Bl Lcht, FHFER N 511 ) o B E R I 5 S 7= A = 2 9 CT
(HRCT) Ay (R Ax i [ AHRS 1 I LA o HH 2 44 iy B8 (TR B HER AR CT 1 T Joid P4 il e s i3t 4712
Wro K 50, 14 A1 10 AN S LR B ZREEAH NI RS B 2853 {E (Table 1) &

g5 48 (37. 5%) 19 B AFAE AU 22 B IR R PR DL HRCT Shbmite, 42 (32.8%) MG ififd
FFHME, ZWiER 2 93%. JEI SR E TAERHERZ 81 (Figure 1), 10 F1 14 #HZE FHIAL (AUC)
5 50 AN S AUC AHIE, 43 %108 AUC=0. 951 [95%CT 0.899-0.982]. AUC=0.957 [95%CI 0.906-
0.985]. AUC=0.955 [95%CI 0.903-0.983] (P {E34<0.0001) &

50 AHEFURIL, 10 A1 14 AN B TR IER A R A AR RA-TLD B RAFRI TR GHE, 43
FHIE] . FATHIEE R ZATIEVEAS . 2 Ot — PR

—BIR &Y, HEEEBKESXTRRBERGSE

RZE L Bk SKEE. HEE
LR S B 55 = R Bt

HE % NEE, AL P A 596, 12 bk B8 s 491

ik B, L, 66 %, RTBUHPUEK 4 B, VURCT 3 H 2. BEAE SR 40 M i,
BE A AT BRI B IUEE . XCTF1 BOSUINEE B2 T K, 3 AN A R IT 46 DY B R ik
JAE, BTN UL . B SURES SkTnEs, MR L, 0T, A RRaE), ST
SRR 196 17.25g/L, CRP 44. Tmg/L, LDH 881 IU/L, AST 99 IU/L, ZctkfsitrEd. bk
BCREEPUAR. M RPUA. B S REPRRILTYE, 2B XIEHZNUE", TIRen R +i%
ISFERIERE T+ MG IT R B SR R e, (AR Bt . Aik: B DU
AR, SR A YR, BRI B S0, B T AT, S . RBiEtie
7% CRP 114. 2mg/L, AST 171 U/L, &%k 4128. 16ng/ml, LDH 2076 U/L, RA =T, Hikkfi
. MG 1G4 IE%, FRIBERILR. WIEKHENEAIR . 475 EPURGL. s8I 5
BH R, FEMIKIEANEIE, SR JE 58 R B B 4 Ji i 9k
EATaWENR, PET-CT &5 RILRFAMES, TAHITEEETLRTME, T SUN BRI [
MEPIER

SR B EISWTRIE A BRI EE .. T S G
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