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JggE AR P 1 44 AT I8 T 46 B microRNA X} HCC 12 Wt
P (8 BB 2 H
2.1 4 microRNA 2 Wi h EBF5E (1D Kk 2D I8
# microRNA, Luo &M #F9¢ #B .miR-122a 7F HCC 2 ¥ 5
A AR ML PR EA 25, HE HCC R HE P RIRET
R, 2 B, 4R F iR AL (AUC) 24 0. 707, REE R 70. 6%,
PR 67.1%,5 AFP L&A L # .15 HCC WEkK R
22 AN L W K s TN L HCC K% b J2 HBV L) # 2%,
(2) 3k BN IEIF microRNA, DA ¥ 7 M 5 1E T 95 br
PO HIE FF microRNA, Qi 251 B 5% 45 . miR-122 78 X 43
HCC Fifd 5 AR, AUC Sy 0. 869, Hfi 0. 475 i, 7 B fil
KR A9k 81. 6% f1 83. 3% . H AfERX %] HCC i1 HBV
RRYe B  H H Al REVE N AF R 2 W AR iE Y. Gui 1T [
HCC. JIFAE b 8 1 2 BU I 98 . B 9 R0 2 R ft S B i 5 0 A7
IR 0 A Y miR-885-5p HLA M f5 5 kL I S 4 1. 06 |,
X 530 9 A il 4, AUC 3K 0. 904, R AR 90. 5% . 4 5 B
H79.2% ., EUATHE miR-885-5p fE K TR (AL 45 HCO) A i
FEIFRICY HIEAREIE HCC MG X H) ok . OF W1k
M X 5 HCC #1956 59 78 #F microRNA, Tomimaru 2£07 %
I, miR-21 B fE B bRiEH . X 4 HCC Ffg g A B, AUC
0.953, RIS H 87. 3%, 15 5 B 92 % 5 IX 4y HCC 2 o JiF
#,AUC Hy 0. 773, RELEE N 61. 1%, 45 F BF Hy 83. 3%, Li
aels] 3l MiR-18a 76 X 4> HBV #1356 HCC 411 il BE 42 2 41,
AUC % 0. 881, RALEE K 86. 1%, ¥ S 75. 0% 5 78 X 4%
HBV # 3¢ HCC 4 F1 JiF i kL 4. AUC 2 0. 775, R E K
TT.2% RS R 70. 0%, UL E—RIIBF A LLE H L A
microRNA 7 X ji] HCC £ F g B ABER 2 Wi (8 & . (5 FE
X 5 HCC FIAF# B & W 2 W i A R .

2.2 £ microRNA J microRNA 5 Hfth il 3 £ i 7 8% & 14
WM EMR & T 84 microRNA 1 X 5 HCC i 9 35
WA RPIER A RIE RS E, F2E2HE R T4
microRNA B¢ 512 7, 5 & 5 £ 48 HCC Mg br 10 90 47 BE &
WA 5T, 5 3 B0 T ELAR Y 12 W Tk

2.2.1 microRNA 544 HCC e #5191 1Y Bk A 12 T i 1
W58 B F miR-21 £ X HCC Fl -5 J5 W A7 £ A 2, To-
mimaru 2 P — 5 W58 & B, #F miR-21 5 AFP B A, 7E X
5 HCC Fi BRALE , AUC 3 0. 971, B AR 53 5 43 51
92. 9% M1 90.0% ., QuZEl"IHF5% £ B, miR-16 Fl miR-199a 7F



1130

X 5 HCC Frig o4 JiF 995 J7 1 » E % S B bmic 4 AFP.AFP-L3%
1 DCP {4 2 8 ¥ & . miR-16 . AFP . AFP-L.3% fl DCP {4 Bt &
REGEETT I 92.4% A5 B R 78. 5%, 3F @i 40 miR-16 /£ R
L GARIC AN FE

2.2.2 £ microRNA B A W2 W EHF5%  Liv &5 35
L4 miR-130b A1 miR-15b #E 47 I FEE&IIF , % %] HCC, AUC
H0.98, RALHEE R 98. 200 45K 91.5% . B AFP<C20
ng/mL, R Mk 96. 7% . 1 AFP REEL Wiy HCC 21
BBt FAERESE M HCC, Li &PV 3 HBV #5472 184 &
U4 12 PEPR BUIT 26 HBV B HCC Hy 3 R fd BE B i 35
AT R 22 W HBV B4 f1 HBV fH%E HCC Rid
Y. R %P miR-375 . miR-92a. miR-10a, miR-223 , miR-423 ,
miR-23b/a. miR-342-3p. miR-99a., miR-122a. miR-125b. miR-
150 Al let-7c £ HBV &Y & ML 75 K5 & 3 £ 1 L8 Gk
HBV HE HCC #:A8 W HBV BEA 1 X 43, 2 Wi i (B 30 56 iE
B, Bt 4 miR-23b.miR-423 . miR-375 . miR-23a Ml miR-342-3p,
X5 HBV FHHE HCC 41 1= il 41, AUC 35 99. 9% . BE&
miR-10a Al miR-125b fig¥ HBV 4 HCC ) HBV &Y 4
X AUC K (99.240.6) %, RELIE N 98. 5% 45 R Ny

FREF 21553 A% 44 5% 8

98.5% , Zhou Z M HF5E4E 1 . miR-122 . miR-192 , miR-21 , miR-
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