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Abstract

phospholipids substances in the human body. Despite causing autoimmune diseases, aPL can also cause thrombosis

Antiphospholipid antibodies (aPL), as aseries of autoantibodies, can react with numerous

and other pathological reactions. It was found that the detection rate of aPL is higher in cancer patients than the
general population. Moreover, tumor is often accompanied by thrombosis and can further cause related clinical
symptoms. There are certain correlativity and interactions among aPL, tumors and thrombosis, nevertheless, the
exact relationship remains obscure. This review aims to summarize and clarify the latest progressesin this field
by focusing on the relevant studies in recent years. We think this review will provide some novel insights and
directions for further researches.
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Ui fEPTIA (antiphospholipid antibodies, aPL)
e — R 5 2 RS A BE R S5 PR W) R
KA RN B &Pk, HFEAREIRE N
#E¥)(lupus anticoagulant, LA). Fu.O 8 fI5 P ik
(anticardiolipid antibodies, aCL). PTB24# & F1(anti-
B2-glycoprotein I, B2Gpl). Huk iR HiIA (anti-
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I B Ji g8 283 R aP LIRS, HY 2R R 78 60%0
T AL, aPL o8 A R K AR G E, F B =& W)
I PR 2 B 35 5 1M A4 1R 1A DR, 4 % 112 i
aPLEZLR ARG SR . B2FE B A URLC B AR 1
I1gGEIgM [F] Filt R JT AR, BT 45K, &1 % B2k &5
FITgA A Fh B (IgA-aB2GP 1) ) #0 M A2 W i 18
TR TN, I BAEZ AL R H St if A4
T BRI HEAE S AL 32 EAURPLS 8 2 (8]
(AR ELAE FH, BYAEaPLBE P [ 253 haP Lt T g
Az G 3 B FE RO i gRg S R iR 6 aPL s B 21 Y
TER, VAR 3 5 AR A St B — i £ 2 A
aPL -5 JiJ8g AH 5% FAD IR (1) R AE B 3R

1 aPL¥tA0E L E{ER

% i bR T onaPLIH P, 095 LK & 46
i 6 0 S AR IR . José S5 T T 12045]aPLBH P 1)
R I 8, IR R SR A BT b ER . B
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N SR I R R L SR PR R B SR A, I
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R, W H aPL ] BB 2236 AR 25T 138 B DhRe bt
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55 40b T ORBRCIR 2 110 Jie 928 4 e 2 10 40 9 88 1 1ok IS 45
Hr, A2 12 i 98 4 o 2 0k 1 8 N Rz AE K R - (vascular
endothelial growth factor, VEGF). #H 21 [A| - (tissue
factor, TF). &1L A ¥ (chemokine). 4 & Ji) 3 X 1
(colony stimulating factor, CSF)&, 5l &I 5 # 4, fi
753 e e EH R BROIR 745 3% A0 B M 1T 8 AR IR AS (D)
3 —J71Hl, aPL W] LA S VEGF. TF7E A% 4 i A1 Y
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Fig.1 aPL promote angiogenesis in tumor
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PusterlaZ 151t 38 £ 555 451 6 FECBIF 72 31E S 17 9k 280 £
H HaCLFLAK T @Ko R 8 70R B, 7E4E
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M 51 T LB B, (B 1S p2ME 2R 15 2 45 &,
TR B A9 X GF K T aPLIN P A 545407, B
WEFLR A, 762 kB iR A0 B Bk B 1 LR A, g
YT DL B A BT, LATT DA A A2 d k= 2k
(T Xt il i ) g MY I 2 1

3 aPLIZfN 42 B R XU

TR BH, LARH P 3 i Ik A & AR g
FELAM M 238 645, aCLBH M) & 2 tbaC LI M 1)
BE R AR K IR R BE R BEI150%, 1 B2GpI LA A i
1 7 < ULy aPL 55 It ifiL A4 0 IR # ik i 4 32 T6 OG0,
SRS W) 5 B 2R (aPLYFH G, AME K A
HLATRSEE B Al v, shbk i ke A 5 %7 € BJaPL
HEER B A . Fujieda®sRO7E H A & LU g
P4k 255 1k (antiphospholipid syndrome, APS)& 3 1
AR IMAE I RE R AR 5. Mustonen®§27E — T Aff
A 8 P R R B, A LT R — Rl 2R aPLH 1,
2 BB F AR [R AEAE PR =R DL 8 B S PR
B O AE H B A P . Abdel-WahabZEP) &R 45 i
W T PUwE AR PUAA 25 1iE (antiphospholipid syndrome,
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A8 P R TG A, B80T (2 4 1A JRE s 87 1) K
. Vega®5EPIP) — I A 5T & 3, aPLA] LA _F i 40 21
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e, 52040 M S P 2K (reactive oxygen species,
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M4 . Gebhart55HU7E i 2 X bk T 28 3% v 1 it
FAAFH T AL S5 . A A T Zuckerman5F (1)
BfF FC i H A S R FE aCILRH A i 55 B [ T A A I
& B A, Bazzan S5 51 32 B, R IR FE i aPLAE i
Jo R TP A BOR AR, IF HAR AT DS ] A .

AT A GE R I T — AN AT RE A2 HT O L)
tr & YIFVIla-AT(factor VIla-antithrombin complex)™*’),
B RE W WO R IR AR, AR BT AR S R, G
aPLFAME . SCARAIMK R SR S5 0L R, FVIIa-AT
M L 25 R B T vy, i BHaPL. RS 5 i A 1) R AR 1
AL — E WA, CherifE"™ MBI A HE R T
aPL. [, MR IAAAE A BB &R BTN R
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AR T B 9 BRL A 2 oK 3 TraPL, i g 28 55 41
AT KL BT aPLX T PPA i ik I A P JRURS: 35 A7 11 PR
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MR AZ T s, @I X thaPL. ok, PR 2 b

P TE A RN R % JHE 8 D) B A BB 3 0L ek
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I 41, SalluhZE1k BHL, e A 1) 155 456 R 75 7T LA
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F A A DL G B0 HE P HT 8 I 25 & 1iE(catastrophic
antphospholipid syndrome, CAPS), iX — % Hl & k%
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