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Clinical Significance of Autoantibodies in Systemic Sclerosis LIU Hehui,DENG Dangi. ( Department of Dermatology ,
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Abstract : Systemic sclerosis( SSc) is one of the common autoimmune connective tissue diseases. The etiology is not
clear. The main pathogenesis is immune dysregulation, vasculopathy, excessive fibrosis of skin and visceral organs. Immune
dysregulation produces various circulating autoantibodies which target against their own tissues, cells or components.
Furthermore , these autoantibodies usually are produced in early course of the disease before its clinical manifestations. A
great deal of studies have found that more and more autoantibodies are significantly correlated with the heterogeneous clini-
cal manifestations,disease process,complications and prognosis of SSc. Therefore,to summarize the clinical significance of

SSc-related autoantibodies is particularly important for the early diagnosis, evaluation,complication prediction and prognosis
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of SSec.
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G5 M1 AL E ( systemic sclerosis, SSc) X R i
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DAL B RAEE o PR b SSe FF4) g JR FRL BZ Jk
I Z G P AL AE (limited cutaneous systemic sclerosis,
1cSSc) FIFR 18 K7 ik B 2R 45 M8 4L 4iE ( diffuse cutane-
ous systemic sclerosis, dcSSc) ,1cSSc 2 K I i 7 ¥ ,
TG I LR, FFRAE 2 KA TR, % 0™
HIFRAEN PAH R 7B %0 , T deSSe i 2 X% HE#B
PG s , 36 2R 5 P i v S KT, R BRI
S B AR AU S R ARG N, & A R i
LY, SSe B M IRER AR HELIET- R N
0.8/10 J3,SSc A FE [Hl 3= B & IR I 2R 58 A0 JIE 5F
RAE, AE SSc AH BT PR 3 B I AU B
RAEREMAIRICF B T, (HIA SSc BRI H
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Il PR 2 I ] 4 4f8 2016 4E¢ BSR 1 BHPR RGEHEREAL
RETRYTHE T ) S5 X 8 R I BVA YT, f 6 —
HIRTT RS B I RIENRYT , MR R 45T SSe B #E
B HENRYT LA 15 e R R AR A T A IR
BRI RS , BXH SSe MK H BHLIAR A R
BT RAZRR , DA A i R TAE4R HERE Bl
1 BEHEF

1B B BPUR R — KB m s X B S AR 4
BRI R R N SR B B SRR, R SR R A
WBERE. BEHUAEXT B SRS A LR
LW BT RIS HIEE B, A IR
FEFHARI R R, MR R 22 37 1 B B A pier T
Xk, AT ER B FPUREHCHIEREXE T
FR. B SRR BT SSc 12W IEAL KBS
FIWrSE R AT R AR —, 72 B Bk S
ARl I R R I A0 K UG S8 AR 26, &40 B B4t
Xt SSe i Il R4 7 HEAR 5, AR K2 i 1E,
WL E 22 S PUik (anti-centromere antibodies, ACA) |
Yi¥h FD 5544 B T {4 ( anti-topoisomerase | antibodies,
ATA) Fiifit RNA REF M Piik, 36 B XOWRHE ¥ % &
FNRRYN BT IR K B 2 [F] ] 3T 9 € 2013 42 R GE M0
FGAE AP W) 12 B T LA L 3 #h B B HUR 12 B
W8, % SSc 4328 HE B UM ARy S M B O
PIERZES o PR B2 SSe BAMI T ERZ
PR f55 F [R] 426 0 8 92 6 46 U Bt A% BT 14 (anti-nuclear
antibodies, ANA) , R[E|Fi% SSc £ ANA FHHEZR N
85.0% ~97.7% ,ANA PR K 2.3% ~11% """,
ANA FR1ER) SSC B B HEFT & He e e , I8 28
(G PAH $5 Rt/ Myt B A ML E Y 1K) 8,
Tz BT REEE Y
2 BSHETE SSc KRR X
2.1 ACA ACA )5 F5 R 2251 H ( centro-
mere protein, CENP) B FI CENP-A, ACA & 5 #i
CENP-B Fi1$it CENP-A , #i; CENP-B X} SSc #4357 &
% 97.3% , RAHEH 30. 5% , i CENP-A [y 5
1 96% , REEH 29.5% ", SSc B F ACA A FH
PEZN 13. 4% ~45.1% 7B Hodh 1eSSe B # 1H)
ACA FHHEF 35 82. 9% ~96% 7', Moroi %'
BRI ACA 5 CREST Zi G AE (S5 RUTE R iA I
2 BERER. IEEAMEALEY ) F
Ko FEEHR IR BFFRAIESE , ACA 5 1eSSc % 1]

FH3, ACA FHYERBE I & PAH [ R UFs B 3% 5, (1
BUILD B R AR . 4, 550 Th/To Hii4 BH
PERE AL, ACA FHIE & I E % R E, LE
5 (L) MPE PR (F8 2R 7 T8 TNIH 1 & A 2R
W HS ATA FHMEM B AL, ACA FAYERE
6 (BE) Bt & A 5O . ACA PR B3 I R
AHX LD, BRI f5 34T, {2 PAH {588 & SSc 3
) FEFE TR Z —, i ACA FHHE: H G PAH /&
FHWEEF

2.2 ATA ATA JE#R¥L Scl-70 #Hifk , 5% B Douvas
U i S BE ) Bk & B — Bt 70-kDa 2 1 R
(Scl-70) Bk, Wi fiw 4 P Scl-70 B ik, bl J5 6 i
T i B WR fiE s DNA B, FR A #a D F A9 BRI,
Wbt Sel-70 Hrik i Fr gy ATAY . ATA Xt SSc 4
RN 99.3% R 20% ", BT KK,
SSc % ATA FHMEZR N 18% ~59. 9% , H 1 deSSe &
FH) ATA FHEER K 61% ~ 65. 7% 75 ATA Xt
SSc HA = B M, AR D A A SSe #H56 ANA
7% WK E ATA 5 deSSe ILD %14 %, th 5
ILD AH2 1) PAH ZYJAHE , ATA R B E FHE 5%
I RIE KA R B , B IR WA E e ACA FH
BERATS FAEATSOP WA, —Txt ATA B
1cSSc B #E ATA P 1eSSc £ F1 ATA BHE: deSSe
BEMKIARE VB A B, ATA FHME 1eSSe B L
ATA B4 1eSSe B E TR G K& A deSSc, 2B ATA
FHAE 1eSSe 84 7T BEAL T deSSe I RFB B, B 1L
WEAERR . DIEWIRNER B 5 Pk m i R
A8, ILD 2 SSc BEFET- M EE R,k ATA %
IWHEAR R B4R

2.3 Hi RNA REBIHA 1 RNA REEFI 41
(335 HT RNA A EFIT RP11 Fi4L RNA BAEE I
RP155, #T RNA R&EFIT RP11 XF SSc Hy4: N
100% , RELEEH 5.2% , 4 RNA B4 FI RP155 Xt
SSc W4 R R 99.3% , RBEHS5.7% ", SSc
BEY RNA RAEB Mk mMERER 1.3% ~
17.4% 1B 25 deSSe B EH PR B 3543.6% ~
90% " | {H Sobanski %) ) — 5 44 A 30 T 3t
8 4374 SSc B & ) Meta 237 & I, $T RNA RA&EFIT
U E PSR 11% (95% CI 8% ~14%) , A&
PR E SRR R . PL RNA RE BN Hiik 5 Bk,
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HEMEY KMXTEHZEMR, 5ERERM
WREET™, B Bas, X RPIL 5B 85dIte
X JeER AL E L 60% L2 R RS R %
(scleroderma renal crisis, SRC) [ 2 A Hi RNA BE&
BEMALA™ o Hi RNA 3B & B IHLIA B P 3 A7 TS
FAR, AR IR LA R 5K 2R R 4 g A 150 AT A Rh
JT SRC, FEiGRWiTHa"" o ZWBIFEE, 5T RNA B
A EFMHTIARBATER SSe 83 T b i B 2 5,
PERRE R Z R ATE SSe BT 6 A ZAREE 12 4
H RGN 1) SSe M- B R R AR IR BLR K
JoR L B R, WO B RNA SR G B e 44 FH M 7
SSc HEITENEMR A,

2.4 P Ul B4 3 (ribonucleoprotein , RNP) $i
& Ht UIRNP HifK7E SSc Py FHIER N 2.5% ~
18% 1" | 4 UIRNP #i{k 5 1cSSc ,PAH FIE &
maERR" . BAEBIE R, deSSe Hl 1eSSe HIHT
UIRNP #fk R ez R BB 4
UIRNP ${{& 38 7] I, F R G5 M 40 BE AR 4 ( systemic
lupus erythematosus, SLE ) | SSc/SLE & £ & 1 I
RAVESA A LR, SRCRERA R,

2.5 i USRNP #ifk  $T USRNP H{ktfr i
{4 4B A HUiA, X SSe BIFE R EER 100% , R U
7 0.48% 21 Peterson 2 HFSE R PR, G BN b 1
Kl 5t USRNP i f& 59 R 8 5 F s 5 B 43 5
100% F1 94. 7% , H H S B UURE A A 8 PR $E . SSe
BEMMERR 0% ~7.5% 7™ Hi U3RNP 4
hiEE LTAEMERTEEAN, IS deSSc MES
LRAEAR L™ HT USRNP $iifk B o 8 4 SRC,
TREUBOR TN B ML E Y TR ARG, B8 LA
32 21 PAH f R i) . 4 UBRNP HiiAk b
P E PR, B WASET- R & PAH
2.6 i Th/To Hifk it Th/To FUIAREEHUF N IZHE
BIRBELORLIR RNA FIAZWEXRREE P 8 W) i 5,
Pt Th/ To HATE SSc & P HIBHIEZRN 0% ~6% ,%
JF 1eSSe #E ™, Hi Th/To HiikBHMEBE R /D%
HEERMRTFERERS . 5 ACA FHTEHEAM
b, Pt Th/To BHM:RY 1eSSe B3 % 4 PAH.ILD #1 SRC
FOSTEREE 1, ELAEIG R T ™ .

2.7 %i U11/U12 RNP $ipf&  $H; U11/U12 RNP $i
KRBTSR SA ULL A1 U12 RNA /M E R
WURLH) & & . SSe 3 $i Ul1/U12 RNP #i &

PHMEZR N 3.2% ,1cSSc F1 deSSe £ KL U11/U12
RNP iR FHMERAE ™ . AP LB, Hi U11/U12
RNP $ifAPHIER & B TS, B A 4E4k Fn
B % RE AR TR

2.8 $ii PM-Scl §ifk 471 PM-Scl il XFr R &
PEWLA /B Bz bt , 2 B BrdtJEadE PM-75 . PM-100
A PM-1a"* 7 4 PM-Scl75 i & ) 4% 5 & N
93.3% , RN 10.9% , 3 PM-Scl100 Hiik 4 5
BEH 98% , RGN 6.7% ") . Hi PM-Scl100 Hifk .
Hi PM-Scl75 Hifk Fifi PM-1a HLK7E SSe ABEH )
FHPEZ 3R 1.5% 1.5% ~3. 1% F17.2% ,3 Fif
PRI 0T 1eSSet*> 72 Hi PM-75 Hi ik FHE4
) PAH & A4 % & F ACA 4, ILD & 4 ALK F
ATA 4,477 PM-100 HTiAPHME: 8 5 & A 85 R UTE IE |
B B R JILD 3/, K &4 PAH, A B & T
AL, YU PM-T5 FigT PM-100 ik pHAEE & A4
LA B AR i), Hi PM-1a Pk B35 M HE A
FERRFREN, BBNLZ B SRUTE  RAEEX
TRMEBLGEIER A RE R, {H ILD &4 R
1%, B AR ) B TR, XTI R &
BBt PM-Scl it 4 BH 4 3 R 0 RURs: 384 A, B 575 —
W IR K IPT PM-Scl HLiR ] 3 fin SSc & 15
SE XUR 2

2.9 #i Ku¥ifk #$1 Ku Hifk7E SLE gy WL,
HAEBEST USRNP $iik i B, $T Ku Hiikde R B R
96% , RAKEJ4.7% " . i Ku Hilk7E SSe Btk +
HIFHEZR N 1.1% ~5% , 5 16SSc MEBLEGAEH
KBTI B LR B AR, B kAT
A AT e A Ku HLR BBk BASI B
TN, RAY Ku JUikr 8E ([UF 0. 6% ) HIEREL
/K P 5 = B2 5 & A ILD {HHT Ku Bk FH R
P Ku Pkt E R AR TES

2.10 #7 RuwBLI/2 Hifk Kaji %) £, 41
RuvBL1/2 HipfA & —FhHi i) SSc #H¢ B S Hifk, HEE
HiJE R i RuvBL1 #il RuvBL2 4 RINE LY, % E &
W51 2 BRI, 7% M DNA B 5,
Pt RuvBL1/2 HiiA R A VI8  Ik 32 R SSc/filL
RESAEH MG AR EY, [ULT SSe 83, kR
H 1% ~2% ,5FAth SSe/ MR EBIEARK M H HHT
& (Ht PM-Scl F1#i Ku) A6 H, $T RuvBL1/2 #T {&
PR B 8 R R AR B R BB M BT o L R i
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Rl BRE ™, Bk —URREA BA B BF 5 i 5E
HiRuvBL1/2 $ifk 5 SSc/ LR ERAEMIARRME ™ o

2.11 P EZMFE LG K T (eukaryotic initiation
factor, eIF ) 2B Hif&k $T elF2B HTiK Ny SSc 1 ff ki 45
SPEH B, BT ANA B4k B i Y
Betteridge %5 BT Xt SSe ELA 5 B Rk M BT
H BHiiE—H0 elF2B Hiifk, 31 elF2B H{K7E SSc
BEPHHERNR 1.3% ,5 deSSc, JJL# \RA/SSc
BEBLAE LD M%), Bk —KAFIBF T 4
BB, P elF2B #Hifk 5 deSSc 1 SSc 4556 ILD

2.12 $i BICD2 #ifk BICD2 &2—Ff4 T &N
94 kDafE H , 2R PI AP AR RIVRE R Z —,
RZEMEBHNE EBA XKW A Fritzder
%R0 B3, 4t BICD2 Hifd 2 SSe Hilty B & Hifk, FH
PEFRN 25.7% , Bt BICD2 Sk B & 5 I K%
SEPENLRAN ILD . Z2%4dt BICD2 Bk FHIEE R A7 AE
ACA 3t BICD2 HifA E SR MR L CENP-A,
P BICD2 Fl ACA ¥ BH % i) J8 & 1R 2 % J& y deSSe,
H R Rodnan JZ ik 70841, ILD % A4 A, HZE
HILE BB REH . SSc B BRI MR K

SREUAERS

HEIRREBCR, IWE 1,

®1 SSc BHHERAERRIERER

fifk
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ENGEU =

IR
g

HIRHA BRI

B
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ATA
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3 Th'To Hifk

i U11/U12 RNP $iifk
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i Kufifk

i elF2B $ifk
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FI R AR 1.5% 2]
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ek 25.79% 1361
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0 PAH DI R 2
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SRCOMEIFSAE SR 5K & R AL
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FHRAR SRR EER R
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GRRTE JRIE

EALAE NI ILD IR TR

P FERLEAAE ILD
RAEAENH LD

7 PAH MG 4

BlE%

BUEBE

BiR%
BUEBE
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PUARHERE BUG R

3 Ku ik mpit:
BRI EAAR TS
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BE45R 2019 4E 1 46 25 545 1 3 Medical Recapitulate, Jan. 2019, Vol. 25, No. 1

2.13  HApthdilk B EREH SRS, Mehra %7
B, PiN E#Es & B 7 Hiik (5t hUBF $i4K, AR
Hi NOR-90 Hifk) i BEE B Huik ($1 B23 Hidk) .
ENR )Y R E N W e ) K NI e o 4
H 8 A P D AR IR AR K T AR BT
Ro52/TRIM21 H{A& T SSA Hif& (4 Ro60 Hifk) It
SSB HifA (¥ La Hifk) St 5 SSe HYHFAE I R B
iEES
3 N &

SSc #HK B Btk 5 SSc lnRFH I KIE .2
Wi KBS A A RRERKEK. BSPERIEER
T B To A 5 B B R AE A R AR B R
Jy SSe BIREE o —TBFSE &, B SRR
HIHALRBE KRN SSc WK LL B B Hrik B 1
BB WAL, SSe bRaEME B B PR B
FRRRR H SPURA YR R RE R, AT,
HE AR ZE R SSc MEREEVIREY, 2
SSe fBE AT o340 VPR B K FI W UG #A
B, HE BT ZEEE: ORI SSc #iX H
SHUEMAEHT I EAERN BRI R RgERE,
{EL{S P BE SURR B AGI J5 ¥E R B B B DU SR A R
FE ARG Al TR , BT B 5 e T BE A PR D i PR
FHT ., QS B B BRI ZLE I R R I
FLUEXF I, X TR SSe B #RVTRZE HARETS , )
B BB H AL, B B P ACRE S E
W E I RIS ATUE A —E R EH .. @Bk
FZ 1) B SR N TE SSe IR A8 LT 41k 1
REMERHEABEBORER . BIRAR RN
WA B B &P iARTE SSe H IBURIEF, IIRYT
SSe FRHEFTHE L, BN I UE 52 T 5 3 J 1) A )
PRAEY , AR AL B TR SR o
B3k
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