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Abstract

Adult-onset Still's Disease (AOSD) is a rare systemic inflammatory disease, which often accumulates
multiple organ systems and shows nonspecific symptoms and signs. The nonspecific clinical manifes-
tations of AOSD make its diagnosis often face great challenges. Infection is the main inducement of
AOSD, and it highly overlaps with its clinical features, such as fever, increase of white blood cells and
inflammatory factors, which easily leads to misdiagnosis or missed diagnosis of AOSD. Many pathogens
can induce the onset of AOSD, but at present, there are few cases of AOSD caused by Mycoplasma pneu-
moniae infection. We report a case of AOSD initially diagnosed as simple Mycoplasma pneumoniae as-
sociated with upper respiratory tract infection. A 21-year-old young woman with recurrent high fever,
joint pain, rash and superficial lymphadenopathy was finally diagnosed as AOSD according to Yamagu-
chi criteria after excluding infectious diseases, malignant tumors and other autoimmune diseases. Af-
ter hormone therapy, the patient’s condition improved obviously, and the follow-up records showed
that the condition was stable. In addition, we discussed the clinical characteristics and principles of
diagnosis and treatment of AOSD in detail and reviewed the literature, focusing on the internal rela-
tionship between Mycoplasma pneumoniae infection and the pathogenesis of AOSD, and further re-
vealed the close relationship between them in the pathogenesis.
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1. 518

N H 7 2199 (Adult-onset Still’s Disease, AOSD) & — 4% ULF H & JOREME B » A3 A 7EHERR FLAd AR 8L
P I 45 A AR R R I IRF-AE R 12 [1] [2]. IS N AOSD M FEZEFKHF R, EIRKENR EXS
AOSD W AAHML, Atk AOSD FE AR VIIAZS 5 #1312 N LAl [P R G e, BT 8 1R H R G va 7 9F
S 3 0 B O RIE B R AR AU, i R A Y A0 56 4iE (macrophage activation syndrome, MAS) [3]. it
TR, Il SRR S R I JRE M s N5 AOSD B AR AL Z [817E 2 AN 4k FEA7AE A8 XL [4]
[5]. 4Rif0, #RZEHAT, Mgk SRR 8 & 9F AOSD RIRHIIREIR D . i 48 32 JFARAE A AOSD [fifi &
K 25 2 5 R IR BB oK 56 4 B

TR, AN A T — 66 i 28 SCFE ARG 1) AOSD 38, A Bt B AR 5 I PR R I S A 50 25
B, HEAIZWOA I 9 SR ARG E PR TE G, BRI T T R PUR SR P e T AT )
WA, 2GS TER S R KIS RAETRAR AL, B2 W AOSD. I 451l Hh it 4 S i A Bk e
5 AOSD 2 2 [8) % DI 8] 9 58 DA R S REFR A i 35 (135 AR 48 7 1 il 98 SO AARAE AOSD & i H i) B 22
YRR, R B 12005 451 10068 1 R 125 2 12 Wi AS BH 5 R ) it 38— o 2 BEAE o

2. fmBIHRE
B, 2%, W CRERM AR T 2023459 428 HABL. 1 AR, S%LHRER
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R, RIS 40.0C, FETRE. WE, BRSSZ0. JIAERE, Bk “Fa&ER” #R)E Lk
SERTCIH RS, T4 peati2, fibi i s Retn e A 40 Mfl C B4 H (C-reactive protein, CRP)
Fhim, R SCFER 1gM JUiRBHPE, B A5 2 NERRINE GG SO, 2 bR B8 R 2 SR ks, ¥
DA KN, FH A 20697 (AR ZMIATE), 1897 3 RIE B IR E i, BREb. BE T IMME Y A%
S, I SEE AN SR s B SIS RS R RE AR VA X RT ik R i oK R PR AR R L A A R TR
EEH KRN, Bt IR AE, JoHom MR, 1B ZE, 2SRRI RS WA BB, H BT
R I o HARH 2GR T0 B 2 BH VEARAE

ABEfG, SBESLRIGER T MR A TRAR A R A Y, SRR 1 . g AR A A A
SO, WO 5 SR ARG, S SE T ATV BRSO A KB B B R TR U GIR T
BP9 KRG B R IR, & & MEHFR CRP. B#45 % 5 (Procalcitonin, PCT) & 3% R F%. 7E7
BT, R FREAA, L STUER B I R AR BT HOIR B s, BRHUHLRE Rk JR R R R K
P BEIHE B AR E AR B LIRS e IR AL B Ik LR TR LR GIE )T, X AR R R
JRGL AT REFR AR B R I IIARARR N, AT H i & e P LoBEE . pfE, B
5635 7 PET-CT, &5 FAR/R Ik ELIRI SR S0P ik B 58 A58 B MR obk TS 45 0 T e PR K, A% PR S FHR A i 1 L
PO A AT IR . SRR A i fE B GE URE BRAE S, BRATERE R AR EE—
HILAE R AR RIS E AR RN EET . B)E, 3 rib s gt BRoR B Mg+ g
% 6 (interleukin 6, 1L-6) 2 2k /KPR T, BREE /KPR 2R 2] 7 IEW RIRM 40 4. thoh, i
R SE TR 45 R AOSD FIREME K. HRHE Yamaguchi drdl, HBE SN AOSD, JFaA#E KR FH K 5
Fa20mg, 2 RIK. EBERITIIE KR, BEARFERH, HEZZEEHEE, BT 6 Ka, E&ENIL-
6 S FAAKCPEGITIR R, ST AR E . SE B RERISI2E N, B HE a4k s D IR FIR e
20mg, 2 RIK. BERFBE VLT BRI AR, SRR IER . B B A bl U A E) 14
BASE AR E 1 FTR.

Table 1. Important laboratory results of patients after admission
=1 BENREHNEERRSR

= S ZHa
H 4 12.44*10%/L (3.5~9.5)*10%L
SRR adii] AR 81.8% 40%~75%
WA 2% 12.5% 20%~50%
L8 74| NSRS 4.9% 3%-~10%
Jij AR 4= 118 g/L (115~150) g/L
CRP 81.21 mg/L (0~5) mg/L
R4 2 i 0.143 ng/ml <0.05 ng/ml
LR DUE E = 0 1U/ml <0.05 IU/ml
F LA 19G 0.11 S/CO <1.00 S/CO
M RE AR A B4 0.09 S/CO <1.0 S/CO
LR 112 B 0.07 S/CO <1/CO
HEH 33.4g/L (40.0~55.0) g/L
BTG 19 U/L (7~40) U/L
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sk
B B 19 U/L (13~35) U/L
G k% A 5hE
GM iR RS RS
FPERRE A A 432 g/L (1.0~4.2) g/L
PERREE G 14.70 g/L (8.6~17.4) g/L
GPEFREA M 1.91 g/L (0.5~2.8) g/L
eV IR <8.00 U/ml (0~17) U/ml
FIERRE A E 768 IU/mI (0~100) 1U/mI
Ene) 298 1U/ml (0~200) 1U/mI
KRR HE T <9.13 IU/ml (0~15.9) IU/mI
PRI e Ho 55 PH M 5hEH
21 T 22 83 mm/h (0~20) mm/h
Jifi 9 S JE AR B4 (1IgM) FH 1 (1:80) A
WRIRE & M S Bk FA (5hE
[l F Pk FA A1
BIVREORTE 1. 2 1 3 Btk 11 B 12
WE it 7 P B I3 1 R A FA Bk
it e A S AR B A FA Bk
R R I B A FA B E
VAREH WS =T IRUS FA Bk
Q FASL T KM FA B E
CERZIRYE T ARSI FA B E
B SR B AZ A U FA B E
EB Ji# DNA oA B E
E 41 )i 7 DNA oA 3R

SRR —— KR

40 1 6000
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38
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37
365 SKiEFRE(po) 4 2000
36 PTG P B (v) SKERFAGV) 1 1000
355 I
35 I L mm.mal
SRR Y¥RBR3R32 R R R3332RRREEEEEE”
- SR SRR e el RNENENE U RO NS

Figure 1. Changes in patient temperature and ferritin, and evolution of main therapeutic drugs
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Table 2

3. &

AR & H SR AR RG] AOSD 3 B ) 4l 15 HEAT 1 45ik . FATIBEALIGEL 1 PRALIT 7838 BT LR
#Z&3: ((Still’s Disease, Adult-Onset) OR (Still’s Disease, Adult Onset) OR (Still’s Disease, Adult Onset) OR
(Adult-Onset Still Disease) OR (Adult Onset Still Disease) OR (Adult-Onset Still’s Disease) OR (Adult Onset
Still’s Disease) OR (Adult-Onset Stills Disease) OR (Still Disease, Adult-Onset) OR (Still Disease, Adult Onset))
AND (Mycoplasma), 7t PubMed HE{THE R IFfE. &, BATPNT 3RS FBM TR, W& 2.

. Clinical characteristics of AOSD patients with combined Mycoplasma pneumoniae infection

F 2. AFBRIIRIRREGE) AOSD BEMIIGARFHE

FEX Tt

AOSD - g A A3 G G kY £
Lt E S e s prske proee o E PPN Tel” Tk manm s MR O EIA SOOR o
g TR gy B D it s S B M BRE Do svic fuEie 05 % DMARDs ¢
oo m MK i wk wk wa et BEPE g g ke gt 7 UL BIEECREEL & 1
) TR (gM) (1) EE RS R 7
FHF
Egambaram [iPN UES Seftith %
N BT T T T S T I RE I SRR N N PO
e AEE
Bt
, EIF e %
caos] B w K G HowmE 6 S oW ow & g E ks A o WSk amm R OE X
: W . I
B
R BT s *
Atk [s] k28 WEE KR RM O AW R mEE M R e e EIE e AR g
eeoom C ok i

4. ¥ig

AOSD & MBI 4 S It B 5 SOREVESR, e EIm R E v R I i, AR 56T
KBTI IR AP SR G oK. TEA R B0 3 A I 48 SR AR B YL 1) AOSD sl , ¥ tEBE
FEIhfettn, miAGEEFIIREIER . dAh, Bk 3 0 B IR AR 2 45 R 48 BRI 52 28, anfidin:
BAEMESE . MRS, & AOSD R ML 3F K AERIN[6]-[8]. A AOSD & EAA A & I M
RFARIRGY, (B CT A PET-CT STl 52 BRI, % 18] fet5 FAR M BB gLt 7 0 S it (s XA T 7
K. AOSD FERAT 20~40 & NHF, BOFATFC4E VR W 2 0E T 5 1. AOSD I RE I 2 1+
P R AR e P T I PR IR T % B IERA 2 T B 1 ER Pk % - Abhishek 55 A 25 10 91 LA R 2 AW A6 SE IR
IR RIS BB, NP 2596 T7 ToRk(8]. 7 AMFIBI R B RREIR 212 AOSD AT #E ]
WITERADE] T 2 JRIERI[6] [7]. i, iRk EE AOSD ™ EH KAEM B . FET12 W5
PIHTPE 2 ——HEBR TR 2 B, #1112 AOSD It fE N sRig K HE 4. HETHE PR EiHJC AOSD R 2 Wibr
o IR &% F 172 Yamaguchi #3#f[9] (3¢ 3).

Table 3. Diagnostic criteria for AOSD—Yamaguchi criteria
%2 3. AOSD HIiZ BfiFRE——Yamaguchi #rf

K > 39CHFFEL 1 A K Lh E
RATERT KBRS 2 i K& UL
S %
FIZH T > 10%10%0 Horb MR 4af E 43 % > 80%

T ERE
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gk

M 2R 8
U NREEEIEY YIN
FFohest
2 R R R DA B
RGBT
HERR AR E AR (T H 2 I )
Hofth B B GBS

T EHEBRARAE R R, & LidbREH 1 5 K &L L,
Horg/b 2 o8 F BibniE, BIAT2 Kl AOSD

CERRHE

Wkt

Bk 7 PRI B LI SE 56 = #5845 LAAE, PET-CT fEH#572 AOSD 2 th B K S H ) E . Xian
Li 55 st PEAl BF-FDG AR 2405 5250 = 55 b S5 I RS B AH G HE R I 8F-FDG A 2 H T- AOSD &
TGN PERIVEAL, JF ELBRE 1BF-FDG S HUE LA K 1] R S H T TG AOSD &84 1) 15 [10] -

FE 2L R, BRI T 2006 H &P 5 ARG AOSD Hifil[11]-[14]. X TAF/EIRGLTR
TEM TS, AOSD (12 it 72 58 n IR Mk o il 98 S J5 A4 B UL P I PR 3R B B S 56 =5 AR B FE AR I AR L 5
AOSD A VF 2 L FHFIE, Poln & #, W S FK- T+ [15]. 28T, AOSD B IEH ek A A
TR 2, H T AR B B R SR B [16] [17]. A AR 2 i M 2k B K LE
SIS AR BRI 40 £5  BATTRE R B 3 01 B A — B T Bk B s A PR B RL[7] . Fautre
S5 NI R 1) — T B PR AFF 9 47 T 8 A o gk i RTRE A Bk B 1 K S AE AOSD % 5l 12 W v 1) B AR (E [18]
IAESR, —IikT AOSD #3% 5 EiE COVID-19 & 1 M4 IR 1 Ik B 11 7K P I 25 50 i R ILIG Bh it:
AOSD RN E AR5 m T EAE COVID-19 H3#[19]. X TR AT SHEDUR GG T LR
5, WRIREAR % ER] AOSD IR RetE, XKIERE . WM RS, IR S =
MR A ATHE 52 SRS Wi & 20500 . [EAEENE, IECEHZ AOSD, T iRk
Ui, CABTIRZA Y & R R e B W e S5 15 10 5 B0 1 AL

HHT, AOSD IR DI R K A L AR e Az el B . 22 B 1Y) & AOSD & —Fh I B SREVE A ,
Go B A DA R I eI 6 TR 3ok B R A AR AT RE & AOSD %0 BRI HLAI[20] [21]. AOSD B KRR L
B RGN B R . IR R T, DA RPUS AOSD I A 5% IR IR AR AT /N 45 i 98 BB R AR T
Y/ EE B19. EB R SCIRARSE, (HEATAE AOSD KA o B LA A AR B B[] Bhah, XTI
Y5 AOSD Mt &5 Grif, Y RIS &8 & AOSD 1175 & H 2 Bl Hoi R it 2y 45 WF L3R
B it 98 S TR AR IR G S 1) 1 B S S MR i e it i [22] [23]. AT R 2 3 4l AOSD & ¥k
I it 98 S JE AR e 5 AOSD R (B ) TR] 96 & o WU SR GLfit 2 S FAR S, A R4 i
A] - ) 6% 2 0 i 22 TG A P 2 R % I R G IROSLAT P18, MRt [RIRE 2 2 i k3 s 3 B2 1 R i ¢
FE N, X 55 AOSD M ILAR{EA[24] [25]. DA b3k SEiiE 4 434 [l ——Jili 6 S JFAA 5 AOSD &% 2 [H] 47
TEH YR

MNATTN R S KA B FE S )% L A F 30T AOSD [ 98 S NE[26] 0 HHIH o 200 B A [ Wk 40 i 7 4 s
g% 9 FHUAL[27]. BT AOSD A A IR Hh I R4 M v AE A 54 CD64 7KT-BH & Ei[28].
AR SR— TG AR 78I 4 L 35 44 AOSD #3520 Az fa st HE AR I I 6 w14 har 41 P A 7 3% 1 o 2%
(neutrophil extracellular traps, NETs)%k B 7K P-4 th Ak >k NETs mI g8 H T4l AOSD 9 i 5 14 [29]
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BN, WEAR S R W 4 AT RSk B O BRI, R e g BRI 3L, 2 5 RE SOV I T [30]-
[32]0 WHIERIN, ik SJEAREE T 50 ZFARIRINEE E, FR2 AN AH M & A (Lipid-associated mem-
brane proteins, LAMPs), fili ¢ 32 JERAR G 5 HLA Y IR — R A1 SORE SN R 3 ZAR T LAMPs [33] [34]
LAMPs 1] L4 A\ S G045 B R0 A N ) P2l B I AR B X7 5 =, AT Toll 324K (Toll like recep-
tors, TLRs) (TLR1, TLR2, TLR6)AT IR, BET 51 A 56 R G e IR BL 30 T i 1) 2 FE il i, RE &% e+
kB (NF-xB){5 5 8% [35] [36]. Il 4 S JS RN NARJG B T b Rz 2l b, AT S 40 sl s 77,
M b 22 A SR i ME R, Bl AR B 7 X3RS WPl 36 252411 (community acquired res-
piratory distress syndrome, CARDS)#: %, M- E A L4510 S T2[37]. CARDS £ % AJ 0% NOD #+
AR [ 45 KA < B 1 3 (NOD-like receptor thermal protein domain associated protein 3, NLRP3) % JiE
AR, TR ASE AR 28 A ] AR R R P A 1) 5 A ERaE, Wil B YR BEIE ¥ o (tumor necrosis factor-
a, TNF-a). E4fi/2 18 (interleukin 1, 1L-1p) [38]-[40] .

AR IIERNZ )G, ENERES FHEGIHS 53 AOSD HIRAEKEIEFE, AOSD 3 k4
TR RSN T QMG 2, JUIRAHEhE T 4if(helper T cell, Th 4fiff1) [21] [41]. D.Y. Chen % Ak
DUAREE T {a et HEZH, AOSD S [ 4h i A BEZH 23 rh Thl 4 e f= 22 [42]. Thl 40isd B -4 R
(Interferon-y, IFN-y). TNF-o /™S ERE4HIE & NK 408351, 25 AOSD ) R4 R0 MV [42] [43]. 4Hf
G AE T 98 S JFAR IR G R AL R PR B R ZERIVE o W I8 C AR UIE S 48 S AR Ik e 58 25 4k N A AE
Th1/Th2 Lol e, (B BARBEFPAN RS 5 4 3 AL H BT 0A BOR 41 [44] [45]. BEFEREH, AOSD &
FEA N CDA* CD 114 T 4ilfitd(Regulatory T cells, Tregs) /K15 H I i sl & S AH 5 [46]. AR E
AU AOSD B RN Tregs K AFERURZE 5, 5 B R SRS DG 98 11 A S5 R AR XS 7 52 ¥) AOSD
BEMILL, ZRFEBEEMA Y Tregs /KA F[47]. AOSD FE 1A P 4 R FIIE o7 14 G 12 1) O 1R 5 2
5 IL-18. TNF-a. 1L-6 ZEN I 2 A2 R K10 BERE I . ZRAT 1R 28 14 S S 51 R 1 4 B BRL -1 XU 3% W g
AOSD A4 ™ 8 Jf RRE I B R (A [1] [48]. Kk, AOSD y&J7 1w 2 H b B il i BE I S PE e B2, BA
WG AR 4= SREIR S B 1B E IR ACE . AOSD iR YT 25 1 B2 N0 KK JF K 44k 36470 K 24 (Nonsteroidal Anti-
inflammatory Drugs, NSAIDs) . # 2 . 23 7 & 1 9t X 24 (disease-modifying anti-rheumatic drugs,
DMARDs) PA K A il 77 [49] « FeriaR & — 2ty e 45, SR T A BORH 216y o R r AR AR 1) AOSD
B, EVUAE 40T 45— —DMARDs. XF FIRIGST OV ZE R MEG PE AOSD 58 HEF 75 & A 1
7. BUEHE®T, ©F 20K AL T IL-6 M IL-18 ##|75)7E AOSD 3 Hh R B B Iy 38U 697
GAE[50]-[52]. T IAMRE R, LW n2z—3 =221 AOSD M3 Xz 2 F DMARDs 2R
7£[53]-[55]. EFRATRE R B 3 lfit 28 3 JF AR IR 4e & 9 AOSD & v, 2 {9 f % B H 32 5 DMARDSs ¥
7 R A B AT HI[6] [7], X 1 Bl& 5™ H I AAE MAS 1) 83 2l AW RNG 7 e e 1545 DL B B 22
f#[8]-

5. &

TAVRME T — B FEID 4 SRR IR G 1) AOSD FE [ R0 2 1297 12 DA R Bt U 45 SR I Vi s
FRUE R SRR Oy AOSD I R Z, (H B Aifiti 2 S AR Y2 5 AOSD &7 I 4R -+ %
W, 3 I PR R IR AR AT I6 T SR B KARAR B . ANRITERGIZ AOSD Z RTZE ] T AR — Bt 8] 1)
SRS WI R R AR X VR, AERIS AT e S BOT B M IR AR R e R ey . BT, R
AP 91 P I R [ A T K A B JB R R R I T IS T . DB, FRATTH P T R G ok Bk 22 I Ak Y ik
S FE IR EE T AOSD i 28 S A G AE S i 7 4 T AL IR )=k &, 1170 AOSD 1 B2 I fliG
JTIRAL T 2 (B KR -
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