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[ Abstract] Tumor-associated autoantibodies are produced by abnormal exposure or presentation of tumor-
associated antigen that promote autoimmune responses, elevation of which could be months or years in advance
and participate in the occurrence and development of malignant transformation of tumors. In recent years, clini-
cal application of tumor-associated autoantibodies has become increasingly prominent and provided a reference
for early warning, risk assessment, diagnosis, prognosis and therapeutic efficacy in patients with cancer. This
review mainly focused on the production mechanism, the status quo and future prospective of clinical
application as well as research progress of tumor-associated autoantibodies in connective tissue diseases com-
bined with tumors and malignancy.
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PR A BT PRI T BLIR-5 Hi

iR 2 T N2 A A g e P B, IR AR
R IREZY 2450 T, FET-R A 39.2% 1, LY
W RNA ST AT A R AR R 8 R SE T KUK iR
S M & A — AR RS R B B B BN Y 2
ﬂ@% El s %&%jﬁﬂ#ﬂﬁ.ﬁﬁa‘éh% ( tumor-associated an-
tigen, TAA) , Hi% S/ A B PUIRFR S iR A G A &
PO ST R R OC A B HUORG I B AR AR
PE | U S Bk HLv] A s e, R il R
MM RN AR B T RBRE, AR
w2 5112, VrBlim RS 2 Wr R A0PREAE I e I i 4%
BIT R, RG24 HLUN (connective tissue
diseases, CTD) SGMERRE , SR Ao B B Tik
Lo Bl R BRS¢

1 BMEMEX B SIS £

1966 4, Baldwin'®' %& BH7E i 87 % JR 14 1% 5209
A ALPE 22 55 BIVAT 72 A AT o Ffr 80 400 60 4 S 1 1 B
K, 1970 4F, Taylor %51 fr W% B0 T FL e A 3 3t
A, 1995 4F, Lubin % 7R p53 A B HU K5 i
HE R ARG IR A G A B TR I A R T AR
K98 A0 B G 8 L B g R R I R i, (R
AHLE E RGOS, ERWA TG, (1) R
PET 52 B S 80A B M B 4i e 3R R i PR, HF
S AEAE RS S8 R B 1B T LA B E T, R
W TAA BFETRERG; (2) EAREKBKFKL
AR TAA 1 38 JAE 58 TR 365K 5 4% i g e 2 Y
BEHBPRN AR EEIME,; (3) EARL
ek As . ROy R, RO, BB KHER,
B B R A S R R, PR T
B SR A BPUREIE R (4) diHstT- AL
SEANM PR SR RO R R TR RS, A AU
e MR G E R A5 1 B IR A ) SRR AR,
RN =GO 25 A BT B AN BB . sk Ay
167 BRI B A MELA 7 A R g 2% 1k AN A
T Pl 20 PR I A 0 D B R i A K B B B A
J1, H 1gG W HIRE RS B 5 1R 20 M LA B 1k B &2 % ok
RS UL, T IRE AR SE B BB A L] A B
FETHE SN AL e A O B A bR A B AR T T B
MR, A B FIRY TS AR,

2 HEHEARFSHERAXESRE

P B A L 200 o o 5 5k A P K T 32 38 2 T

Y A BHUATES| & CTD BRI 5 TAA K 2E38 %
MZ 5, EEERBCAFAIER: (1) CTD
5tk (2) MEAETESs g HEUER

CTD FECIAE e iy JAURS: BH S 34 fm, AN [R] CTD Ff:
K BB 22 AR HLUG 8 3 Gk, R ELAE
('systemic sclerosis, SSe) I A& W% M b 98 B 48 R Ky
4% ~22% , F WK FEFLIRE (30.2%) . BAER
T (18.5%) . MK ARG EMEMIE (13.5%) . kA
THRGOEMEME (13.5%) il (10.2%)"°, 2%
PEAL R ( polymyositis, PM ) I L% ( dermatomy-
ositis, DM) Jf & Pk MR B BE 2y 2. 5% ~29. 0%,
o PM I 2 0 i 3 1 JRURS: 35— 0 N BE 1S i 30%
(SIR=1.3, 95% CI. 1.0~1.6), VIAEEA 4 .
it 922 A0 I IO 98 A5 A DL 5 DM - 2 e e g XU 2
— W NBE 3 4% (SIR=3.0, 95% CI. 2.5~3.6), LI
BRI Bl . BRARE ORI R, xR
[6] CTD |, ANl a2 A o KB 2 20, Bk ]
AR IEITRIRG | 6 b A T EL AT 20 2 A6 I A ) B A
B, B R AR S WROR
2.1 RGUEUESHMEHEXBSRE

Pt RNA B4 I 34 (anti-RNA polymerases Il
Ab, anti-RNP-1I) FHME (31.8%) #Y SSc & it
FNFAEGE T HORBIYE (2.4%) B30 2R Uik B
(5.8%) BHEHHE 5 R BOEERME "  anti-RNP-1I
FHPE SSc [ 3 (0 Pk i & HE 2850 17.7% ~ 43. 8%,
HAF7E POLR3A JEHZEAE " AR HE SSe 29 W1 744 %
PR B £ A R AU 2322, it s S A e o 4
FRRARE RGN 7 %8 . anti-RNP- I FHAAE: () 9% 18 P SSe i
LR ) XU B (SIR =5.14, 95% CI; 2.66 ~
8.98), JRBRME SSc fE A B ) AR 2 Tk 18 SSe iR
F10.4 % (SIR=10.4, 95% CI. 1.26~37.7)!",
WO T anti-RNP-TI BH 1 £, LR SSe 12 Wi iF
TR A JFAESE T R A JLAE N HEAT ™45 Bl 7
Mg, BEAh, anti-RNP-TI15 SSe f82# E hs 19 & A
WS R &Y, EPUARPYE TR SSe B2 1T B
JEZWIXEE (SSc #ii2: -2 4F~+1.3 4, HR=1.94,
95% CI: 1.00~3.73), A it S w] A Sy 150 300 0 44 i Jg
fA:rbnd Y LLas—Imit s R, Bkt
1A . BT Scl-70 HLR AT RNP Bk 5 SSe I & &
PRI BB AR TS RN O, ML L BLHT R R anti-
RNP- X 85 A0 R JE 35 52 m , eAk, $T Sel-70
U T UM SSe A B E M SE TS XU (HR =1.39,
95% CI; 1.08~1.80) , MFLZIUMMAFETEXT Bedm HA
4P X (HR=0.64, 95% CI; 0.5~0.83),

Vol. 12 No. 4 439



(7R UV O S5

RNPC3 2N E SR ERL S, &5
Z:Bk Pre-mRNA 1 U12 )& T Bidn b S+ H it 1
Pk BrE 2k BUIR A anti-RNP- T[] 65 B 4 79 SSe
FE R T IR i B E P, 24 25% A7 7E HT RNPC3 #i
PRI PURNPC3 Pl SSe I K 3 b g XU A1
%, HHE2RPUAM L, HT RNPC3 Biik (OR=
4.3,95% CI: 1.10~16.9) Al anti-RNP-1II FH ¥ 5 %
(OR=4.49, 95% CI; 1.98~10.2) 7E SSc K% 2 £
I HEE IR KU 0 3 A5k 1 5 A B Sk
HIYRFMIL, BAH RNPC3 Pk B H WG E 2%,
LA A4 R 50% , (EA Y 2, FEPL RNPC3
Uik, KREZBOEYEME (66.7%) RIAFHIE,
Horp L & 50%

2.2 ZRMENK EMKEHMEEXESRE

P&t F h 4y I 1-y ( anti-transcription inter-
mediary factor 1-y, anti-TIF1-y) $Uik5 DM 5 %M
IR VIR OE 7% ~ 319% (A BEAE DM R anti-TIF1-y
BB YE, ik 84% anti-TIF1-y P& BHPER) DM
FAE R MRS B S A R T R R
T (19%H2%) , FIR KT 39 % H anti-TIF1-y HLik
FHIER DM 0 B XS TR (HR=1.04, 95% CI.;
1.02~1.07) 0 [R HEIUKE anti-TIF1-y 47714 BH 1
TH BB ML R F TR 3~ 5 F I FE S AR
WA G A ZERE T KT, anti-TIF -y B {18
2 DM & Wios i R S B AR (92%, 95% CI.
90% ~93% ) , {H B4R R B BAL (52%, 95% CI.
47% ~57% ) , WO T Mg 2 W 5 X 5 J2 B %
B, FPEVINE R LU I i ik, g
W Jifr e 4 DG DML A SR RBUEE (78% , 95% Cl: 45%
~94%) FIHE 5B (89%, 95% CI: 82% ~
93%), Al T HH ARK J HAELU R, Jf AN H]
FH R RAG I, A AT A Ot /N BR e I
(BRWHE . 2 AU/mL) Kzl anti-TIF1-y HTA8EIESE A
AR EMREE (96%) SHRE (99%), EHT
HHLR Y oAb anti-TIF1-y HUAK P49 DM B
FHEE PG K, 1662 WM anti-TIF1-y Hiik 561
4RI (HR=5.9, 95% CI: 2.4~14.1) . anti-
TIF -y HUAATHE BE 786 97 5 20087 T+ 8 B s b g 2k K
DM BHk G sl fgl > BGE et I anti-TIF 1y 41
AT S5 BIs frRg A2 BB T B R R U 45 R
AAEEZEL,

P FEMmE t(RNA A 1§ (anti-aminoacyl-tRNA syn-
thetase, anti-ARS) $LAMIEHT Jo- 1, $T EJ, FL O],
P PL-7, L PL-12 FIHi KS 6 Pk i, £98. 4%
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() anti-ARS HUIRPHIE PM/DM SB35 9 £ % B . FLIR
i, S R (bR R AR R B
anti-ARS PUAERICG, HIEF] anti-ARS HTA 1 &
H VMR I, T AR T A, BUINZ R
FEEMiY) 5 /LB (anti-small ubiquitin-like modifier ac-
tivating enzyme, anti-SAE) $TIA7E DM 2 i BHPE S <
10% , JErt 23% & IFA MM >, — 100 [ LS
FRBASIBIFAE R, ZBUR LS PM/DM 845 XU
HEIMAR ST A OE (SIR=12.92, 95% Cl: 3.23~32.94),
EEFRIA I AR G MR RE R MR e
3-FRE-3-HIE I kA A o8 )5BS (anti- 3-hydroxy-
3-methylglutarylcoenzyme A reductase, anti-HMGCR) #7T
PRBAE DM B R KR 8.3% . esh, xR
T50 % | anti-HMGCR FHYERISRFENE S e 1 JILY 58 2%
HEAT iR i 2 %8 R 01 A BRI T R R

3 RMEMEEX B SR

PR AR G B Uy B PRl R 2 A, AL
PR e N A I 2 L IR . 2 5 DNA
&SNP T2 1 pS3 248 Wi & T 12 (W 41 M 9 A2
AR & 1) pS3 I S R e A i M An R
p33 Bifk, HRMIEARE Y 5 HU pS3 Brik R B G R
REMSAR M BB S A R A R BURIE &
Wi R IR AR B R R KR, 5 A 2% IR A
S pS3 R ] B SR CA125 12 K 1
LR RIS A ERE, R B B R S LR 1R 2B
PEAOEEY R, ORI DG F B B AR 1 BRUAG  Je
YA 7 X AN [ Jib 3 S 01/ AR B2 W YR 7 W T
BRI HAEERZ X,

3.1 MiEiEXEHRE

it 8 4 F7 00 O A R R 050 R JBUE €T, i P
HAERE 50% B PHPE 25 Y IR X R d R A AT Bl
VI, B ECH1 Bk a4 5 1 X 43 il i 5 1 BRE A
B, Hoz P B 5 Mg RN 2 M e, 4t
HNRNP2B1 HiAHH He 4t ECHI B i % % 5132 Wy i i 2
AL, HRBE . Fe 72050 72.2% 1 95. 5%,
HHZE I FL (area under the curve, AUC) H 0.874,
Iei) B T A K 5 90 L 5 5 B S B A G (A
RS, THEMPT ECHL HUiAR ] 75 il 12 Wi w45 bk
R, e RO LA i R T AR 68 & 9 OC AR
(RWE. 60.0%, TS 89.3%, AUC: 0.763),
— I Z ROt AFSEAIESE , 4T p53 . HT Annexin AL DL K
U Annexin A2 JUIR 28 H PUAE IR B & b, Hg



PR A BT PRI T BLIR-5 Hi

W 300 1 /0N 40 A 9 ) AUC 43 514 0,63, 0.78,
0.76'' BLAh, iR A 3C [ B B A IA BT B E /N 4
Ju s BB 2 X T HURR P RSB T2 M 1 ( programmed
death 1, PD-1) BI7AJCRERN P, BT SIX2 #it
TRAETC R 25 B R I S T v, T X AR T AR
3, 6 A X4 PD- 1 3R 97 JC N2 A N 28 1
(AUC: 0.87 #10.90)
3.2 FREHEXBEERE

FLERm 0 £ 20 & T BOR B M X £, #@E L
HERIMUINFEAE . M CA15-3 K V-5 3L IR 1 &2
KBRS R IEAROG , (H Hy I R AR AR SR AR
e FLRR SR RIS K BT A S5 52 e XU Fé 1 FH 32 34
KFRHI, #E pl6. c-Mye. p53 Fl ANXATL Pk AEFL AR
958 R TR 43 J rb i) 2235 v TR X IR 4, 4 A ik
EERE R S IY N Y e R N AL s )
90%, 1EX AN . [/ 0 MF . I/IVIHEL
BRI T I, AP R RN, (HECS R L T
BAOph RS AT R L IR 4> W1, Videssa
Breast 7F 33 Fft [l 983 AH 5C F B P A& h 45 10 Fh i 4
AL T PR & A DN i RS | B
JE . AUC 23 9 K 66.7% . 81.5% F1 0.6558  #i
AIAT, ANGPTIA, CAPC, CST2, DKKI, GFRAI,
GRN, LGALS3, LRP10 Ht /& # ik 55 78 #E47 12 4~ H i
A7 R B AR YT 0 L Mg R 3 I S v B R R
o I B ] R e LA AR IR YT RCR KA G
iAo
3.3 G/EBERXBERE

I3 R AL Septin 9 S DA 35 [ £ 24 W B
Ry v A M — 3 T TR A 4 B e O A T I, A
B SR 91, 5%, HXT 45/ 1 g 98 A0 G 30 B 1432
W7 R AL S0 ) A 48. 2% F0 11. 2% , LWk RE R AR
P p53 PUIRFHTE 5 B3 3 4R NIRIS 45 W 88 1 DG IK ok
(HR=2.26,95% CI; 1.06~4.83) " [ iZ4uikn]
X LI T 4 B e HA AR, P GDF- 15,
AREG ., FasL. FI3L il p53 ik py #4841 BA KB 4
B RE, LAKE S EE 90% b FLfl, AR B 4 25/
LI g R R e ) R ACRE 43 ) R 56. 4% N 22. 0%
AUC 43514 0. 82 F1 0. 60 | 1gM $L CADM1, ICLN,
SEC16, ZNF768 Hii{&Fl TG it HMGB1, p53, ZNF700
P A K6 0 E 6% L) 70. 8% 1 R A Kz 86. 5% 1 Hx
S B WK 2/ L g R TE R R R R X
AyFEOR, [, IYE 1M B4T ICLN Bk B Y s
S ARLEAE S AR I VE DU A R R ) R
TEZE/ H e (835 BB 12 W MBS 7 1R ¥ 5 AN

5, FEIRIT I, BU pS3 PRI B BT 0 R &
KL TR, 89% IRy WL AR B 55 1 f8 1
IT G BN B AR B R B R % bk
A REAE KT8 45/ 1 W g B O R0 i AR T T R
BB HIER
3.4 FEHEXEHRE

LW R KRN AR EY I REA
(alpha-fetoprotein, AFP), {HH: 5 0 KN B8 W 2 i K
Wk, Wi R 2 Wi akhE, A ELISA LK &
REHT XC24p11 R4 A BHifK (anti-SF3B1) Fil AFP
W2 R N 87.25%, FF5EE R 90.59% (AUC:
0.908) , #E/R H 1T &0 % 5 o R 5 0 RN Il i
FRAS . Zhang 2SR HE R 1 FS R B SHE 45 R, @
HANT MR EMET B 7 MASSE (B
CIAPIN1, EGFR, MAS1, SLC44A3, ASAHI, UBL7 #fl
ZNF428 fifk) At &, 24 a5 AFP
O X T 9 912 W (8 5 2 B2 A (R, 71, 6%,
FESERE . 90.0%, AUC, 0.898) . Zbr&EWAHGX T
AFP [APEM PR R A W EA RIF 2B mi(E, X+
F RS, 3R 7 RRHUREES B2 Wik e i
F AFP, AUC H4IN#9 10%, sk, [ A ik Jgg AH
5 H BHURANCE A F RN B, A R X
O3 IR BB 3 RN IR B AR SO R 3, 48 IR AR
PRIRIT T, IR BEUEAE (B A TR s 21
W
3.5 AEHRAMERLXEERE

BEEBRAAEIE  (esophageal squamous cell carci-
noma, ESCC) AR A PE P9 4% 4G A 116 6 % A6 76 TCRE
RNFE I 0 A b 32 SRR, SO BT ROl AE A
R AR E Y R A e bR, DR S R A
FER, i p53. HRAS, CTAGIA, NSGI1 #ifA 4 & *f
F ESCC HA —E Wiz Wit (5 . ELISA 3L i,
ALABE X R ESCC 5 R AR o M fd B
N (REE. 62.8%, 5. 88.9%),
Zhang 2L ESCC B3 L5 BT TOPO4S Hi A
SR ESCC /B g HE S BRHEE, A HA K S
MR EE (100%) FE R REEE (61.8%); #it
TOPO48 H FHiikS5HT pS3 H B HUik sk 40 i i bt
JEUIE A L AT S R v R R 2 W R R
(80.0%); HiZdifk5 ESCC RIFHITEA L (HR=
0.417, 95% CI. 0.388~0.717), Tk 4556 %%
PO 3 T A MR 25568835 1eAh, $1 pS3 ¥t
PRBAME 35 A4 TOPO48 HL A3 7K - W 8 /&5 T P %
H, WESCHATE RN pS3 PLIA R AN I bR S 5 ESCC
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SIS R R
3.6 DEEMAXESHK

CA125 XF .10 B 5198 (19 12 Wi R UE K (50% ) ,
RS (99%) , it 2 ML % A= 0 Am 5 P kA g
LA 5 — 38 B BB B %, A Luminex ELISA
BEA KT pS3. PTPRA Fl PTGFR $i{kl) | 3 R
A 2 DAl B B2 P B S8 SR A Y R
JEh23.3%, FESEEN 98.3%; F /b — R
CA125 S MG A H %k 35% , #m Bk buik Ik
b CA125 #hFEAG I A S AE RS AR . Wang 26047 & BH 9
Pl J88 #H 5C B B HUK (P TOS3, C-myc, p90, p62,
AHSG ., 14-3-3zeta, Rala, Koc Al pl6 Hifk) 4 CA125

AR, 12 W 00 S8 1Y R . 455 & AUC
Tﬁ%ﬁ%ﬂ&mﬂQM%CM%mﬁ%W%%

SR LI L 9 LI PHME RN 78. 8%, /% CA125
FIREAE G B 0 A 2 2l 5792 Wi B 98 14 i B M 4
Wi J38b, Bt p53 PUARFTREIE N T KA 5 S0k
I T R B/ N bR 2 B 1 v EE U AR A, LI B
I3 27 Ak 5 0k J A AP SR AT 5
3.7 Hftr

iR A DG B B A A At g i 32 BT Y
W5 MR . $T PARK7, TARDBP, TLN1, CALD
PR 55U S/ LT B B S M D I G T 2 B
TN T R B DX 43 A AR S R PR T A ARG AR, AUC
A3k 0.916'% 9 F IR A OC H B iR (HT c-Myc,
pl6. HSPD1, PTEN, TP53p53, NPM1, ENOI, p62.
HCCL. 4 Hifk) A T ARCH S E IR R (R
. 71.5%, ¥R, 71.3%, AUC. 0.857), [RIH}
B YRG5 | R TS E T RE . A
DA oA B Fr) 5 R A8 3 e — R A PP sl A4 B
PERY R TS 2200 BT CLGALT iR A 3k 55 i
hHEA —-EHEEX, SR BEAS NS E
YIS, Lin 0V A, 2 e & fpokiR
WAL 0 52 T Bt Rl M Sk 2 b 240 s s 3 v, O
R T CYGALT HuiA i B B0k 3 0047 1 S B iR 9T
N HAZAUR AT A7 80X 53 G B8 TR T LB RITC N 2 R
(AUC: 0.92), FWHL CIGALTL Fiiknl i il F 3k 5
Sl R4 P s RE S ) AR SR BE TR YT

4 RE
PUIRE AR 1 B AR 9 v R S o LA e A i

RIS, F S HURER Y SR AR O A BT R
Wea R HET 3 — A Bk, A SPURHEE SR
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PR AL 455 ] — AR T iR 2 Wb 9 A1

i, Wﬁﬁ%ﬁ%h%&EﬁAﬁ?Wﬁ%%ﬁf
| BRI A S R ORI B ST AR TR
R, T IRAEA PRI Ve FNIIE A S e B | %
R 0 VR A B4 s IR AR OC A B A i F e
B, RARENS TAA BCHATAR 0 e G g i 7 A6 Hs
HWEIE,

TEETREK: ARE R Tk bk, 85
R IE R EI HRTIEIT, W&
FlgEhzER. L

%ﬁ%i;
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