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Abstract:Only a few RNAs produced by transcription in human cells can serve as templates for protein synthesis, the remaining RNAs called non-
coding RNAs (ncRNAS), are located between the genes that encode the proteins, ncRNAS which longer than 200 bp are called long non—coding RNAs
(LncRNAs). LncRNA forkhead box D3 antisense RNA1 ( FOXD3-AS1 ) consists of four exons, located in the upstream chromosome 1p31.3 of FOXD3
promoter. LncRNA FOXD3-AS1 is abnormally expressed in many diseases, especially in malignant tumors, and its abnormal expression is closely

related to the occurrence and development of diseases. This paper reviews the expression, function and mechanism of LncRNA FOXD3-AS1 in

malignant tumors.
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3.5 EHURE T IR AERIA L T 3 R WA
PR . 2018 45 S0 B &l 57 J1, FET 9t
3117 B R AAET R AE IR RS 4 i, Ma WG
SIS N B SRR T R SR AL UM AN i R
i FOXD3-AS1 #7KF-B & 75 . FOXD3-AS1 (18]
i VRS IR ELV R, A A LA K L PR A e R R
W (FIGO) A 56, R T & I PRAESCR

7. FOXD3-AS1 1] RE2 K T8 0098 (A BT AU A 7
Yy K3y
3.6 MRS IE  Chen ZH 25258 18 %t £ AR A
I REHE () R G T, 19 T SARG 0 2 i
(WHO T ~ 1 25 ) F01IE B ki 40 2R AH Fb e R0 o g 40
Z1(WHO M ~IVZ) i) FOXD3-AST BH & F (¥
P<0.01), H FOXD3-ASl FiAfKM B EAEIERE
o ZINZRIEH £, FOXD3-AS1 £k N2
Ji2 o 9 6 TR AN KA T ST FE B (P=0.034),
Zhao X ZFPWNE i AFSTIESE T FOXD3-AS1 fEAf 2 1)
NI 2V A A= P R A, FFH FOXD3-AS1 /Y
S IR LT oA FF R I A 1A PN FA S
HIRZEME . FOXD3-AS1 kit 22 R4 ff s £ 3 Tl s
KU AR ST B A8 A o
37 EMRAEN ROAREE-MHFFERAER
Yl B AR 5 e i E R, TS 250 25 3R E
PRERE R RAR KT A, (R A M, Wan N 2509
if RT-qPCR 6 I 31 28 €5 2 98 40 ifg o FOXD3-AS1
BRIl DI RE I 50HIE T FOXD3-AS1
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