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[BE] B SRS R LR (SJIA ) BJLANE LM B A0 Fp s A i s 3- 1T
(LC3- 1) | BEEEAIAEA LI 88 (MyD88 ) 1 T AAEZAE S5 N+ 1 (STS-1) MFeik, #RIT AR sJTA
RAREPWMER. ik 26 6] sJIA BILK 26 BHERARA R LE (XHRA ) AT . R Western blot £l
A1 L E A LC3- 1T, STS-1 K MyD88 & 1) ZRiE /KT, SRS AN 1L.C3- T 76 Ik B 40 2 rh i 2=k
FFRH Pearson HMHTIEIAT AR AT, 53R sJIA 41 LC3- T, STS-1. MyD88 FikHHext IR 4]
BEWE, ERAGHFE X (P<0.05) , sJIA 4 LC3- T 21515 MyD88 A R IEAHE (1=0.478, P<0.05) ;
STS-1 Fik 5 MyD88 FiAIREIEM K (1=0.817, P<0.01) . ZEiE  SJTIA fJLANE Mk EL A 1.03- T ik,
FEOR SJIA WY R AR 5 AW BEFRIAA G, STS-1 Al figi i «%ﬁ{ﬁ%ﬁhﬁ I ST B WA & A MyD8S T figii
it Toll HESZARMG SIS IR &4 . [ RELRILBIZRE, 2019, 21 (10) : 966-971]
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Association between autophagy and systemic juvenile idiopathic arthritis and related
mechanism: a preliminary study

ZHAO Jie, ZHAO Xue, DOU Zhi-Yan, RONG Zan-Hua. Department of Pediatrics, Second Hospital of Hebei Medical
University, Shijiazhuang 050000, China (Rong Z-H, Email: rong22501(@163.com)

Abstract: Objective To study the role of autophagy in the development of systemic juvenile idiopathic arthritis
(sJIA) by analyzing the expression of microtubule-associated protein 1 light chain 3-11 (LC3-II), myeloid differentiation
factor 88 (MyDS88), and suppressor of T-cell receptor signaling 1 (STS-1) in peripheral blood lymphocytes of children
with sJIA. Methods A total of 26 children with sJIA were enrolled as the sJIA group, and 26 healthy children were
enrolled as the control group. Western blot was used to measure the protein expression of LC3-II, STS-1, and MyD88 in
peripheral blood lymphocytes. Immunofiuorescence assay was used to measure the expression of LC3-II in the cytoplasm
of lymphocytes. Pearson correlation analysis was used to assess the correlation between indices. Results ~ Compared
with the control group, the sJIA group had significant increases in the expression of LC3-II, STS-1, and MyD88 (P<0.05).
In the sJIA group, the expression of LC3-II was positively correlated with that of MyD88 (=0.478, P<0.05), and the
expression of STS-1 was also positively correlated with that of MyD88 (»=0.817, P<0.05). Conclusions There is high
expression of LC3-II in peripheral blood lymphocytes of children with sJIA, suggesting that the development of sJIA
may be associated with excessive expression of autophagy. STS-1 may induce autophagy by activating some signaling
pathways, and MyD88 may participate in autophagy through the Toll-like receptor signaling pathway.

[Chin J Contemp Pediatr, 2019, 21(10): 966-971]
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4 B RGBT R ( systemic juvenile
idiopathic arthritis, sJIA ) JEZNAFERE AR R (JIA)
TR RE R AL, 2405 JIA KR 10%,
OO e R AR e o ARG R R 2 3T
B (TLAR) R 7019 7 Bl JTA, sJTA 2 B 5 0 19 —
I 2 SRR Y. SJIA IR AL
il HRTA B, TAER, —222 AN sJIA S
6T 1 B RAEPEDR M, iR A B s . A
B RAEPESR 2 X A B, 48 E SRt R
PRSI, TS S 40 S o SO e A B 22U
M EF R A S e IR A S adk
F18 38 17 B T A2 AL BB DR S AL, 33 7 e
20 S SO H B A BURYERE o A F
TE2: 5 A B RAEVELR RV ] C SO ST 4EIF 5T
R, AW — I8, B O T 4 M A 5
AT AR AS P S i 4 s 7 3805 S i - P
AN A WS, AT RECA B ARAEMESE . A
B G S MR 1Y A R i o O HLRE L |5 R AR DG
RS LR S D RE R ALIRMAAEAR DG . A e R
B TNF-a /15 1 28 KU OG5 28 S8 5 il 40 i A
Wi AH SCHE R 1 SR B T TR AL 40 A e, A Wk A 4
SE T I I R AR R ET 2 A0 A T I 4
TN E R AL A, 3 AN i vh U8 A G AR
M4 8% 3- T ( microtubule-associated protein 1 light
chain 3- Il , LC3- 11 ) SHIRAMRE A PUAKF
RIEAE, H LA H S S SJIA 1Y EEE
o LC3 25 HWRAHOCHEA 8 (Atg8) [RlI, 7E4d
M A LC3- T A1 LC3- A EAEIE 0. LC3- T
BRI A AR ICA, T LC3- TAT LC3- ]
(7P AT LA S e WA f Bt . SRR 200 A AR IR
F 88 (myeloid differentiation factor 88, MyD88 ) /&
Toll FESZAR(F 538 B h B 25y 1, 255 M
R S DG HE B T, MyDS8S8 KB Y Toll #5714
FomsS AR R AT, T A2 AAE 5
A 1 (suppressor of T-cell receptor signaling 1, STS-
1) S i F LS A HORTE SLE 835 /M Ifi CD197
B 2 i e th i — A 2 AR IA B, O H S
HAWER R, BT DR R AR BRI e
MEMRIERGPIRI R, 1 $JIA BILPLAR
STS-1 AT REJRFIA S, HEMIFA T F VR Rk
WS IE R LC3- 1T, MyD88 J STS-1 7E sJIA
B LA ] it ik 2 20 e r ) 26 38 B =3 R AT AR O

PEHT, T A WREAE sJTA &4 KR R R1E
FH, B sJTA 19 & o B A S s Rt i,
T R A SR RS [ 7 B LA BT SEL i

1 #ERSFHE

1.1 HRITH

HrHEPE LR F 2015 4F 5 H 2 2017 4F 1 H 7
A ERR 728 —BEBEiZ 1) 26 4] sJIA JLEAER
ot %, Hph B 126, Lot 14 6 FI4E
#W7£3% (JlH: 2~13%)

ARRE: (1) f58 sJIA IigWibriE ™. &
AR TE 16 F R, KR = 14k, K#ED
2 (sbakwdt ) , EAOFLE3d, FAEUT=1
etk ORI BLE) (AE R 2 PR ) Z0RERE K2
Q& Bk ZEM I G/ SR, @R
(2) VBRG], RIEZBEER |« P HR 69T

HeBRARE ™. BRAMEERSEIL ) — SRR A
RS KT 6% . HLA-B27 FIER BEPEET 46
L SR EMEEAER | MR SRR R ST &
PEITEVE R I BIREE G5 R . BdrLr B R s Sk A
MWHN R, W—ORETA LRz —; 20
PRI A - 1M BHE:, PIRIERR 2 31 H
FEBRAMEG, | M /G . SMEHEEEN

TN 26 BHZBE LB 112 PEA T A A (1)
JLEEAE X R, Hrh B 156, o1 4
FEFER 84 & (R 2~14 %) .

ABEFEARAT T T J0 R K5 BB e P2
Bt (eSS 2015221) , FEIRBFSE X4
WA N R
1.2 HARAE

WA sITA LS fa R LEHTRERR KM 5 mL,
SR FHN A Ji L6k E 200 0 25 8 g i A 2 4 e
K H Western blot 5 il 74k B 41 ffd MyD88 Sz STS-1 .
LC3- T Y3RIE ;s SRfEd Okl LC3- 1T kik,

PRAIEE B AL BE T R A IR,
W5 mL KIS THOEEE T, 3 h PERIASMAE I
I EEL B 4 25 3 S AR EEL A L, i A A ] Ik
YA S B (ORI A= i S R A PR
THEAF ) SEATHEAE . KAk At s SR A &
H 10% 4= 1M3% (FBS) B RPMI 1640 15373,
TEME TR 37 °CHY CO, B TR h it . IR HORE R SR 5k
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WA 15 mL &0 8 H 0 (1200 r/min, 5min)
FF_EWEWUG A 300 uL 20 i 240, T 4°CUKAS
ol F VK FACE 30 min, SR A EP A ELL (4°C,
12000 r/min, 20 min) $EHEIGW AN A A M,
JCE T -80 CUKFAIRAF A5 Mo BLd% 100 pL 2% K
i 20 pL B9 6X ¥ loading buffer A9 FL 5],  [a] 25 1 AE
SR FP RN loading buffer, X 25 FIAE L IEA T E5 AR
P (95°C, 5min) JFHUE T 20CORAERH .
1.3 SZit=EHHh

Vi FH SPSS 21.0 BeiH R T4 T2 A B 5 4
Mo HHRPORSR IS = frE LR, MREA
() LA N R A ¢ R 365 AH G 23 M >R Pearson
LM, P<0.05 NZERAa G5 X,

4E

=A

2 &R

2.1 sJIA B53TEBASMNE MM E LA STS-1 BEH
FRiKKFHELER

X IR FuAE, STTA AN MLk EL 4 i STS-1
FakME (1.03+£028vs 0.71+0.17) , ZHH%
PR U (1=-5.166, P<0.05) , VLA 1,

Xof HEZH sJIA 4

STS-1 \- L — —

Bractin | e e——— — S—

1.4+ A

1.24
£ 107
F 08
=
é 0.6
044

0.24

0 T 1
X R ZH SJTA 41
B 1 sJIABAESXEBAINFmHKELHME STS-1 EA%

EIKE EEDVARGKEAE; FEAGEITE (n=26) o ams
YR 3, P<0.05.

2.2 sJIA A 53 B8 2 5p B 1wk B2 40 i MyD88 &
HRIEKFHIELE

5 %F B B A, SJTA 4H Ab A I bk 40 e
MyD88 A 2 (1.61 £0.62 vs 0.88+0.51) , 2
SHGEHE L (1=-4.623, P<0.05) , VLK 2,

Xof I sJIA 41

My[)ggl.-. .-.--:‘

|

X HE 4 sIIA 41

B-actin

2.5

2.0 1

1.5 A

1.0 1

MyD88/B-actin

0.5

0

B2 sJIA B 53FER 20 50 E ik B 48R MyD88 EH &
EKRE  ERCOHIKEE FESE (n=26) o ams
Wit HAL HR, P<0.05.

2.3 sJIA A5 HR A5 E Mtk B4 LC3- || &
ARIERILLEE

55 XF MR ZH b, SJTA ZH A R o ik T 40 i
LC3- T A9 RAMHEE (0.88 +0.44 vs 0.60+0.18 )
ZRAEG R X (1=-3.067, P=0.004) , WK 3,

X HEZH SJIA 41
L3 | — « 13- 1
- - . W 031
Bractin | e e -—— —I
1.44
a
1.2
£ 101
<
]
QI- 0.8
= 06
5:3.
— 047
0.2
O T 1

X R ZH SJIA 21

3 sJIA H53TERASEMAKELHAE LC3- | ER
Rk EEDGRIKAHE; TEMGEHE (n=26) o am5%F
MR R, P<0.05.

24 BB EME LCI- || ZESME M B
P 3% s B R IE 7K

S5XERA A, LC3- 1T 7E sJIA ZH Ik B 40 it fitg
WP Ry RIEAK TR, 5 Western blot K25 R —
2, WK 4,
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X HE2H

sJIA 2

4 RETLBIME LC3- || & sJIA A5 3R A
JE) I %k B2 40 BEL AR 4% R B 3R 5% (< 400) LC3- 1175 sJTA 41
IR A A P Y 2R KO T IR R BRSSO
LC3- TRk (HikPiR) o

2.5 sJIA B JL5ME itk B 4R & 354R Pearson #8
KIS

Pearson AH 3¢ 43 M7 ik v, sJTA & L A0 JE i ik
B 48 A o LC3- 1T &3k 5 MyD88 3 1A & 1E A ¢
(r=0.478, P=0.013) , ULIE5; sJIA & JLARE ML
ML STS-1 35 5 MyD88 ik 7R 2 IEAH ¢
(r=0.817, P<0.001) , UW.I¥ 6; sJIA f& JLAH 1
WA LC3- [ RIA 5 STS-1 RIATLG I &
X (r=0.336, P=0.093) .

3.04
2.5 -
o 2.0 o
<]
A .
> oo
= 15 P
> °
1.7 . . ¥=0.69X+1.01
- ¥ =0.478
0.5 P=0.013
T T T T T T
0 0.5 1.0 1.5 2.0 2.5
LC3- 1T

5 LC3- Il 5 MyD88 X5 #rE

3.0 P
2.54 -//'

w 2.0 oF B

O’S .

] . ®

- .

= 15
1.0+ //' - Y=1.8X-03

& r=0.817
0.5 P<0.001
0 06 08 10 12 14 16 18
STS-1

6 STS-15 MyD88 tHX /4 E

3 g
ARG ST, sJIA V3T H B e vk,
{HAT AR A IE K B sJTA A B JSE PR L s
DAl sJTA Jpg B 2R 15 o 5% 14 40 Bf X+ 10-6., 11-18,
IL-1, TNF-o 557E sJIA Kb BABBAER, mij
H Sk S5 XA SR DU AR G, Ik
BN SJTA 1B F 5 SE MR RAIE, W] LU 4F
i Bl I R ) o 08 ) P B B A YR YT T S TR
Kk 2 B SCI IR R, IRZ A BB I A
B RREVEBR I & A R RS A e R ) P
LC3 S5FLah WAl rh etk Atg8 B[R],
AT LA ] SE FE A WEARRR -, 25 ArERIE AL,
LC3 /2 A Mg bRIcy, kil LC3 i) 23k i Bk
H WA & AR L. LC3- T 94 MG I A v B AR ic
Yy, 1 LC3- I AT LC3- T /K SFEwT LS M A WA Y
b, LC3- I EHE A I AN T N A mER
L, HE RS [ M BCR RGE Y, BT LUK
LC3- T A9 435 mT DAASHIZ0 A W K i e A
TR, AMES5 RS R 5 &% s
TE TNF-a FFE T B33 ST AL 1k B 4 Atg7
1 Beclin 1 MFIATHR, AWERIETEREZ IS8, A
W 7% 3 iR 2 (2 F F8 3 O 19 Ah 1Y) SR A A M B A Ny
T 2 L, DT 3 S OG0 A B B i s A A
FEINA LC3 TE AR TT 98 A Bk A 2
AHIFFE I AN sJTA B LA i bk B 40 B Wb
W0H LC3 R R e sJIA [ W335k, 455
T, SR LE A, SJIA HJLAMNE MLtk e 40
M LC3 iR W E 3w, X 5 AR T 2 rh
LC3 RIKFERM A AT, g 5
BN, U & it B A HRR IR i A LT
sITA O A B 5B ERE I, T B A ZE R 5 R Ry
H SR MEsN . H B RAE P 25 % B B4
21, IWE MR R M, B R
RV B B0 0 R B B e kR
Jos LATEUA F B 7 AE O A 07 P e e i 2 AL R Ry
FRAE, 305 N M G 40 B S RN B B AR
PR o a8 RS B 1A S ie 2 B S SN
LR SO IR R R IR B REPESE I a0 AR B
PRS0 T 3 I P 28 200 b S S 1o, L T 800 g
PROVERE A B e Vs s QRS E A 5 5 e M
IR — H B R Py U s BLEEME, B A &
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BaREPE RGN . A BT HREE A S RIE  P=0.013) , 42/ Toll FEZIR(E @S5 AW

PEFD A B e VESOR AR, F A B T T o b A
P BTG, AR R 20 b T B e B 4R
ST ) AT SJTA R AR KRR X R AER
AR E—2BF5E . AWF5EA B LN LC3 R,
WA 7R sJIA &b, hiim R B 80R 7
E D

sJIA JETERG . Sy IR R A BEAE T,
SUREA REERG W, IF AL ok 2 i |
PARZANMND R A TR P R A R A TR A R A
HOMB KR R F (IL-1, 1L-6, IL-18 %) ",
MyD88 3 ¥J2 Toll F£ 32 1A{7 5 1 fi% b B 2 (0 ffr 4
O3 ¥, ARSI N R OCHE , HAE
MG AR Y, TEAS 5 3 B R s Al A R
TS0 G 5 107 25 v i # 4 CBEE 4ok
RZ 2B X MyD88 S AR 8 i) {7 538 i iy
FE, IR T AR BN 2 1IN, MyD88 {5
A LA™ A 1L-6, 11L-6 FRE INK-STAT 3&423
W G F 3 (signal transducer and activator of
transcription 3, STAT3 ) 5| & el . 1L-6 7E M fiE
SNE AN PR 5, 3 3 I YA EE 00 T A A S
MAE B, Loiarro %5 " YIE5Z MyD8S8 {5514
AL TL-6 5953, Ah MyD88 Jik [l a5k ] LA
Pt/ VB BERS AR A S B D REI 52 75 5 S e T
3%, WAESE MyD88 7E G e i 2 I VEHT. MyD88
J& Toll FESZARAF 53 v 5 A ARG Y SR
A B 1 I 3 3t AR MyD8S 11T A S 3k B
D NI L2 A e 1 | DN < e P R B 37
W, MyD88 RE SN B FE A, d5c 2l 9 0E PF 7™
I Z . S100 8 /N TR S EH, 2
JIA BUS AR AEY 2 brlm ", ik 2
Toll BESZIASE, AIES ™A TL-1, TL-6 KK A1
%, BAZSRAERN ., WEMRIE T, et
PR AN A LRIk 2 A1 5 B W A0 S AR 1 B A
KT MyD88 i sJIA £ [ Wit & 2E b AR FH BT
BD AP MyD88 7E sJIA LA I 21k
AT, SERILE B2 S RA SR L,
$E7R sJTA JBLAR I Toll FEAZ AR5 538 i FT RE i
T o Ak, F AR PR 1 LC3 7E sJIA th 5 3Kk
HAE $JIA KA K I i) 2 A A gt — 20
T, AT EN, sJIA B ILAME ML bk 40 i
LC3- 15 MyD88 BUMEH# (A2 IEAHSE (=0.478,

e

AR EN, REMARRERE T B 41
(YGEE K AR AEE SR, XM R e —FE 4 H
FEaE AR 1, STS-1 Rl i B R HARTE R 5
PELIRERIS AR I CD19™ B 41t b 5 16 i A —
M EERIRAFEA, BEWHIH Casitas B I [ IR
AR FESER (c-cbl) AOTETE, XIHS R i
MR s PR A EEAEH, JFH c-cbl TEVF2AE
53 e R R SRR PO, STS-1 AT A
— SO A TR IR A R 1 AR Ak, A PR RGE,
STS-1 gt BT 45 A c-cbl S E Tyk2 Bk, if
M2 FE IFN-0 375 S JAK1-STAT1 #9354k & B 20 fifd
() g i H STS-1 RE 9838 1 L B W2 1k Syk 111 il
IFN-0. 375 544 PI3K-mTOR 38 #3516 > BT s,
sJTA FEULAMNE MLpk L AHHE STS-1 Ay 235 3% & X
HRAH |, JIESE STS-1 76 sJIA HimaRik, JFH AR
MR LC3 JRE KA, {3 LC3- T4 STS-1 [ AH
KA ICG 2438 L, D STS-1 AT REARA sJTA
HOES SR SPS P S iTPU R ek il WL RS Tl 07
FIWEI AR o AR 73 B8 STS-1 5 MyD88 AHE,
PR STS-1 1] figil i Toll FEAZ IA(S Sl HAA S A W .

I WEAE A B N P LA B PR A, —
8T 5 AT DASE A B AR A DG R AR T, BRI
TRV, RIS RERNAEN; 5—Jm, A
W AT ARG RAEAR, - K RYERF, R
SiE S AR o PRI B 1) 1 58 T DA 2 45 40 i PN A
AR, i e s R S EENR, AT
R, sJIA BILHUA AW RS, (HRHE I
H ISR S5 s JTA 9 i EARBLE] B A ASBR
B — S HER. AR BN, sJA BILSNE I
UK EL 00 B STS-1 Z6 3k 5 MyD88 26 ik &2 1E A 56
(r=0.817, P<0.001) , LC3- I % ik 5 MyD88 %
KON — MO, HLAA SCHRHRIE Toll #1327 14 (F
S A STS-1 5 P 8 8 1 ) e {553 [ A
M T A WA 263k B, 487 sJIA g B 3658
FIREJRYS STS-1 TG sl il L L5 S B A ¢, IR
B —2E 05T, BB X SE ML A B T 7E 41 i A
FERKE ERAGATR B 5 RAE MBI 19 & b
by sJIA TR B3Ry 7 B bRk aR

i b, AW, sJIA BLAMNE i ik
EL 200 i A e B F WY &2, MyDS8 ik
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LC3- T RIBZIEMIE, $IRTE sJIA H Toll FEAZ A
FoEBTRES S T AWM LA, H o EXER
AR, HIETRESREAR/NG X, Ao, RifF
LW, STS-1 7F sJIA L5 IE# L Rl /7 7E 22
SRR, DN STS-1 38 i 87 B 4b (5 53 B
S SJIA AR R JRETRATEY KA R, Jf
I S A AR IS, i — S
sJTA 5 3E sJIA DL sJIA P9 AN [R] 309 [ e 1) e 58
1L, DIEAIGARTRYT sTTA S Ay &
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