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[ Abstract)

Lung cancer is currently the malignant tumor with the highest incidence in the

world. Long non-coding RNA (IncRNA) is a RNA transcript with a length more than 200

nucleotides and no protein-coding potential. IncRNA H19, the first identified IncRNA, plays an

important regulatory role in tumor proliferation, invasion, and metastasis. This review introduces the

biological characteristics of IncRNA H19 and its role in tumors, especially its role and molecular

mechanism in lung cancer.
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it g S T SR I o0 R A v R PR R, R AT R AR
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S5 MHMA SRk REY; MERKIERMAME, RE
N eF ity 9 1 T XA R i T R AR AR O B 2 A AL 43
AR/ M il J% (non-small cell lung cancer, NSCLC) #l
JINGH M9 WG 28, v NSCLC 24 /5 85% . 2 B i i B %
WIS CJE T, Sk s EEERRE 15U LS.
U, AR S — A RO R 2 W AR S R AR R
S Jili g B4 L2 W RN T R RS BT L AR R, RKEEEE
5 RNA (long non-coding RNA, IncRNA) 5 fili & ¢ & 1
W MR 77 . IneRNA — i3 K B K F 200 AR
NFMEZENB K, RS 5EATMGIIGEN RNA 4
F™ ., IncRNA ® 5 % (3 T 71 4 /h RNA (microRNA,
miRNA) MHEAERY, S 5HEEHMEHE. 510, W,
ML RS LSRR, W 2352 MEENE LS E
R, B R, IncRNA H19 5 ffifig 25 VI AE 56, 7 Bl 98
AR RETE . oAb, TR R 2R R B R HER TR, X i
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FERIZWE . TG B R 24 1 Al B A I R R L.
1 IncRNA H19 44545 1%

IncRNA H19 2 i B & I IncRNA = —, 1984 4,
Pachnis 251 K BT —Ff RNA B 524, & 16 8 BUT I+ &
Feik, ARFE AR BUIFIE o 3B B AR, Al AT 05 %6 1 i LTI
cDNA X, FHREXIMNFEEMERE, KAHEA 1
i 5 e B 5 16 BUIFIE cDNA #4124 %2, R 50 4E BUIT
HE cDNA #EF A Ah X IR 38, Blhdr 4 H19,

IncRNA H19 j& i H19 #F 4119 2.3 kb i RNAFT,
H19 P @ A T Ak 11pl5.50 H19/ R RFEA K
K F 2 (insulin-like growth factor-2, IGF2) 3 [H 40 B iC #%
Ly B—A AT A BRI, A AR A A B P R
ik, KENCEENER S A IGF2 W, W& LF A H19 %
B3 4 kb b o225 LA X 45 . IncRNA H19 78 IR
EHEMIGEARKEG D EEEREM, HAE HL9 B K
FIR AL, AUH A1 LS B L £k, H19 3 F
ERNA R, SR . R G . & 85 L4 4k A
Ji o 4 e S5 R B B AR R R I R E AR,
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2 IncRNA H19 £ 5 g 5> F 9L #

IncRNA HI19 72 5 M R BT, RN IREA
B IncRNA Z —, HAEMET . FLRES . B rEs %2
Fofr S e T SR B K35, IneRNA H19 78 b P58 3 2 m
i e R A SR A 9 B DT AR AE B K 8L e S 9 T o g i
A H T (HBEF ST IR A, #OR £ 0 s R
IncRNA H19 78 K 2& g o & # 7 42 5 3% B 1E Y.
IncRNA H19 2 5 s 9 pLil 3 % & 24, HAR 98 /098 i
— TR T M R KRB, O E MR, 410
W5 HI9 AHEAE M4 F (5 miRNA K& @R KH
T 3 i b, K P 2 s AR T
2.1 HEFHET p53 % IncRNA H19 BT p53 WEEM
T SER A6 2 B0 R AH OC A5 5 b AL T b0 4
WMo & B, 7 IncRNA H19 £ H )3 31 F )3 5 P 77 p53 &
FI45 A oS, p53 T 87 ) I 4T H19 76 I 40 il v i =5k .
FEARE AT, BEIE R T 1o ATAEHE H19 36 5 %
S DAMEBRAN MW RN BORBE A IE M, JES S5 MR R A,
o &8, P SEA ps3 @ M BLEIE S H F Lo 06 M
A0 HAK A S T H19 Fg s,
2.2 IncRNA H19 ZH A% miRNA IncRNA H19 A {E N
Hi R i 1% 4 i miR-675, i3 IncRNA H19/miR-675 %
W TR S . RIEAYEERDY . B,
FUIRE T H19 SRR miR-675 7] # ] 3 i E3 72 £ 1% # i
c-Cbl, Cbl-b. @it #7G Akt K ERK i #2871 AR % 41 i
WGH B R s A . miR-675 AT [ S0 4 A0 g 3 PR )
BE A0 AR AR 1, 0 E 5 W g A0 AR R N R A0 R B mE T
TiAh, &5 O P R Tl A b R (] B % fb Cepithelial to
mesenchymal transition, EMT) ¥k 15 = 28 #l 5 ¥ fiE
Matouk %51 #f 95 % Bl EMT % S5 (FEfbE KM T B 45
Al it PISK-Akt 2538 # F i H19/miR-675 %3k, M1 4%
i TUF Slug ik, M EMAE A EKL, itk EMT i
TR, 38 TR AL 95 TE N Y 22 B iR 40 A 2

Liang %" IS0 /e 45 H o AN b H19 W R ¥ “HF
W4 YER, #% miR-200a F1 miR-138 5 3L F i 4l 4 F
mRNA 254, R4 mE A EMT, 4, H19 7]
5 let-7 854, BBk let-7 X T FUiF4F HMGA2 1948 ] 417
il . AR 2 A A O AN B 1 1R R A AL
2.3 IncRNA H19 RHAHXHE AR IncRNA HI9BRT 5
miRNA &5 & Z¥EEMSN, B EH T HALM AL, W
IGF2, ZHUIKFHEE &4 2 HE 5, 5 kW IGF2 Al fi
HE LB bR A0 M K A, R B TR AT, H19 A1 IGF2
B2 ik 57 B LR 9 3 58 7 0E . R H19 355 IGF2 &
B B, T H19 Bedi 2580 IGF2 3 k07, Luo &0 4E
STAE R B H19 Al it EZH2 5 2 Fk BB & 41k 2 #
HAEH, ek EZH2 243 E-45 %6 A M Nkdl 198 3T
o R T I g A0 ) B A AR 2
3 IncRNA H19 5 i
3.1 IncRNA H19 5[l 0y I R AH M il 2 A B &
AR R B = B 2 — . EA 2R

IncRNA H19 ¢ fili i 20 VR 40 Ml & th Rk 3 8 2 B, Jf
5t B H BUR A B2 IEM S, Zhang 5570 R I 55 B 28
E 4 PCR # RBFFY & I IncRNA H19 76 i i 20 23 b iy 36 34
WEETESHL, HFEKKFES NSCLC Mg K /N4
WIRIEME, H H19 Rikmle, HEM2%, Zhou %M
Kol T 200 {51 5 5 14 Tl 41 20 5 4B 3T 14 9 55 41 40 H19 (936
R, 25 BOR H10 72 41 200 Rk B 3 | T 5 4l
21, RSN M S 86 b, e B HL19 3 A A Al R A0
A549 B3 . LAMFR R, IncRNA H19 E A i it il i
WA AIVE . (B 500 %, Wang 2507 % 9038 14 18 95 5
T RNA FHUIER H19 M RIAJG, A549 (41T M2
R AR, R, H1O Y2 k0 il R 4 I T 3 R
A A8 2 2 R A 77 A6 4 8., A6 iR B3R 97 O
Wang W58 & B8 H19 (1555 235 5 Ml m 3 0 40 36 o7
B BN PE AR G, FE AT 24 1Y A549/DDP 4 ffg i Hh i
Wk H19 1T ¥k 52 20 A XoF IR0 174 Bk
3.2 IncRNA H19 V¥ i 79 5 1 L]
3.2.1 p53. cMyc # IncRNA H19 = 5% HEAH
% IncRNA H19 5l i 55 BoR . p53 H K Z 5 IncRNA
19 X fili i 200 o 33 58 A 45 . IncRNA H19 7 Jili 93 41 41
B #3k, Matouk 250 % B IncRNA H19 1% B0 1% 1 764K
AR TSR, TR P AR B X, BRI, e
Y p53 Jk PRGE o BT SRS S T 1 S REIN H19 B3R
K, DA AR 3k i A0 0 R A S5 228, R 3E ) -Myc
Al IneRNA H19 iRk, S 5MimmikE. K.
Zhang %5038 5 Ye 0, 5T Ao e S T B ST B0 HIE 97, JEUUE Ok B
cMyci] HH %454 T IncRNA HI19 JEH E 3h 7 X, e
H19 5% @K IncRNA H19 & 35 7T 90 il il 95 40 At 3% 5 .
S IAR—B0, Cui 50 ] B 2¢ 6 2 B i 445 28 PR ok R E 58 T
c-Mye Xt H19 JEF g s 7 M a5 /E . 3 &3 -Myc
EAEOE IneRNA H19. T miR-107 M i 42 3 Jiff 88 48 e
Hens,
3.2.2 IncRNA HI19 4% miRNA 2 5Jifif 765 b,
H19 7] 3 5o B 4§01 9% 1 miR-675 T & FEAMEH], He 020
K miR-675-5p #£ NSCLC fB 3 Jili i 4 21 rh 18 35 7K OF 8
EM TSRS, H 5 MRk B R & TNM 4 WA 2%,
G & AMBBAZ 7k GPRS5 BA RS M, 1wl n sk %
T RS AN ML A 42 2B 55 8% . He 212 5IE 52 GPR55 & miR-675
B H A4 F . 0l miR-675-5p T F: 8 GPR55 (5516 %
TR AR BTG 5 DT 28 i 9 40 L ) 398 B AR 22

H19 i A #0495 £ 5 miRNA & 5 &L, K.
Zhang 2515 K B, AE A549 Jifi % 40 L th IncRNA H19
i[5 miR-484 B 454, E IR miR-484 X T ROCK2 iy #
A0 VE . g S ROCK2/JNK a8 B, i ik i 3 20 it
iR . #%F. EMT WEL., B AYEB ¥4 K50
LB E, Huang 2079 % B H19 #] 40 [ 45 4 miR-17,
TE N 3 48 I R H IneRNA H19 & % 351 miR-17 K& ik,
H19 £ miR-17 X STATS B H#E A 30 . {2 #F NSCLC 41
MIAYIETE . T B 5REE., Cul &I IncRNA H19 A 4
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1] 25 4 40 1 miR-107 . 1F fiff 98 40} 3@ 2 - Myc/IncRNA
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HY B AN RS
3.2.3

imprinting. LOD 5 i
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