LA EIfZ ik 2014 4 12 B4 6 %55 4 # Chinese Journal of Clinical Pathologist, December 2014,Vol.6, No.4 <195 -

x| 4

R 2 WTAE b S I

e #41.300170 KB, XEWHE=ZFLERGER

(BE] FEERFRLMOBEMEZ - FERK AL ARRR. EENFEEYENTH
MBRREANHEL NREY ERERSFEYFSHTERAFENRELRIE, #MARAKREN

B SY, XERE
B, ACHHEXITEYHR—T B4

YRR T EYLE BT BREMEE R RSB FRRE T EHESE KM%

[XgiA) FE ;B EF ;mRNA; RHLHBRER . BE

doi :10.3969/j.issn.1674-7151.2014.04.001

FF #8 (hepatocellular carcinoma, HCC) 2 8 % W 049 7% 4 i
W2z — EREE N, HCC FETBE M P FIE 1, WA
%=, BEFH 626 000 F B H,600 000 FET- 5, B A
SRR EEARY, RYHBESH A ER ST ZE MG K
X, HEX HCC EVENTHRMEAR# L WmEE &
HERGFEY%EFTEAWR HCCHRERBIR, #M
REUKBNAYHEEYEN T REYSH BAERT EEM
WHERRE MRS,

HEMMEREYTEARRSNERE, %% HCC
5@k Fh FEFBEETEXIAX; R EHFERS
B R BB TE HCC R 2 EREZRN 7T &
E BALKES, HEHTEH HCC WirEWRERHED
(alpha—fetoprotein, AFP) ! % B 5 i {4 L3 (alpha—fetopro-
tein L3, AFP-L3) DES-¥ # % ifi B J& (DES-carboxyl pro-
thrombin, DCP) 8% j& Bt % % & & R ¥ -3 (glypican-3, GPC-
3) . y-B E Bt % B B8 (y-glutamyl transferase, GGT) .a-1L-% 3
W5 B (a—L—fucosidase, AFU) ABRETFEME 2 H/RAEEKE
H E§ 73 (golgi protease, GP73) ¥ L4 K B F B1(transforming
growth factor-B1, TGF-B1). JF 48 M8 4 K B F (hepatocyte
growth factor, HGF), RE A& K H F3 & (epidermal growth
factor receptor, EGFR) . if 8 4% 5 % 4 K B F (tumor specific
growth factor, TSGF) . #/)» RNA (microRNA, miRNA)% , 4 X
Xt Lk dR E Y HCC 20 5 i 5L # 17 B & IR
1 EaREmBmE
L1 AFP-L3 & B8R BN A T2 8 HCC B il K

BIFHREERHARBENREYR AFP, BIRFEE &K

REINERLH HCC M E&trdk, AFP MEWEHERT
500 ng/mL Bt BPR[ 2 Wi HCC, fKF 500 ng/mL H7E Il ¥

EHEFEMNZEBANERETEER., WREBFEFE
HCC fER N & (LL i fFa84L) , B84 AFP K PR S  HA
A 8B % B R HCC, B &, M #F AFP Y8R (40%~65% ) F4F
B (76%~96%) ¥ A, 3 B RBEHI HCC Mk/b
HRABREN, EEEMALE -EMREZL, 1989 £
AFP-13 % Taketa X Bl  AFP-13 & A AFP MR G E RS
AE4r, R HCC 444 , AFP-L3 A% T AFP HE E R i
SR HCC FAHEMEIE, 7 B AFP-L3 {5 .8 AFP XM
M, B T & AFP i HCC ¥R T, 545+, AFP-L3
SR ThEER R4 (LR R A W2 AR AT AR,
1.2 DCP DCPAREMEMEFREA, WLIE HCC AHE
SHAEKRZRRAEERNBERFEPRNE, DCP 2
W HCC B R B 75 48%~62% 2 18] , 45 R YE7E 829%~98% 2 ]
(LA % 5% 2 W € ,40 mAU/mL % DCP I R 1&)®, DCP
AFP Z RIS AHBRIMEAY, 5 HCCHHFARBLER
FIRkEEB A 9, FHit,DCP % HCC Bi/E WHAE F 'L T
AFP B3# B A AT E BN EMMHE, BEXH HCC Mk
T A P LA R M /N 0 L 5 O T AR F AFPS), B
% 1 WJLUE 28 HCC B R 8% fdy 7 ¥, AFP-L3 5 DCP
B A R i HE RS PO T AFPYY,
13 GPC-3 GPC-3 ZERLE IR X HAERRE
RESGMEEERXBXREEY 7 HCC P GPC-3 ER R,
mEHMMER B AR 2RSSR PERE Y, B,
GPC-3 S HIERIHRE R A HCC EF B R ERERER
78 5 AFP KA BB LIRE R HCC WiBWiE, N
HCC B #ZBUS RIEIr it ¥, GPC-3 7E HCC PR £HEX —
YR T AT2ESNE AT HCC B MY, EEEWH
5O, B, ZHBIREPT GPC-3 % HCC FRIERME
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1 HCCMBHREYDHLHEME (D)

BT E REE 8
AFP-L3 61.6 92.0
DCP 727 90.0
AFP 62.7 71.0
AFP-L3+DCP 84.8 97.8
AFP-L3+AFP 73.7 86.6
DCP+AFP 84.8 90.2
AFP-L3+DCP+AFP 85.9 59.0

75N, GPC-3 WHRIRIT XMMER L, HXBNEHYE
BOERIRELD BM GPC3 RBERTHAELE—LRE, &
MEREZMIERELR TR,

14 GP73 GP73 X E/REEBRILES , KEEA KB
FHER ,GP73 W 1 B R A M L 4R 5 AFP B4
TR, KRRRIFREEMLES GP73 KFE R HE HCC
MEAN, FE,HCC HAF GPT3 KF ik 5 M # A/ IE
BRFEEEMRI, —Txt WM AR IBR,GPT3 £
Fil HCC MM B R BEERTHE AR,

1.5 Hft HbEFEIEHM AFU.GCT RMIEBREE, Z 4
BFAREFAR OB AFEF, XEHRE HCC BEF I
W R, (BRI B AR AR A e 1] & B o O 0 9 4
R, MEFAR HCC WERE L WA EY , KA KT 7T LLE
K AFP B A 3ab e,

5 9 3 i ,AFP AFP-L3 .DCP.GPC-3,GGT . AFU .GP73
AT HCC gk, EFHREBIFRMBSERER
REE L, BRIWHRS  BEERERARL, BHHAE P
A AFP B AFP-L3 AR BEMR R UGS ZERE AAH
REBANKWAHSEHE AFP-L3+DCP.GP73+AFP-13 U &
GPC-3+AFP, HE M KA KM LIREYMEE 27, B
SRR A A EA TR WA frit— BB,

2 AmEFH#

¥ TEOREEN HCC RN WIER, RETF

EHRZEXRNMETHENEESEYE BIRET BB, 5
HCC ZEUIMHXMAERKE F R ZAKHE TGF-B1 HGF . 1L H K K
A K BHF (vascular endothelial growth factor, VEGF) .TSGF,
EGFR . B3 4 B 47 4 40 ffd 4 K B F (basic fibroblast growth fac-
tor, bFGF) BEREHEKEF-N%,
21 TGF-Bl1 TGF REFEYEHWER, EFAMEEE
whRR SHE R Y R R, BT 6 AT 40 MR k5B TGF-B1 A+ S ERKM
IR0 BB OR B HCC B TGF-pl KFEEB TR
R B E, HCC BB M S MEH RV R I, TCF-B1
K TGF-B1mRNA Rk E ¥ R F AN, 30 i & 4 R AR
HHBRBMEERK BESHBY,

22 HGF HGF MBEMEEMFREASRPLE SEA
MERE c-Met ZELEERETIRER S BEAMRLEM, A
WELEE: LB E-Yod:0] - 3 A rpug g k=g 2 =2 I =]
FEEERMEEEEEFPY, BT HGF S THHA
MEBENEN, KRS 5RaRMHBERTAEE, R
J& HGF K ¥ &%  BUR M 2, B & JFELF HCC &
& It & 5 HGF K F R Bt HCC MR AR, 8 HGF &Rk w4
2y HCC 2B — A58,
23 VEGF K VEGF X EHFETFTIHHEM, KARER+THE
VEGF 24k, 44 VEGF KRB B F &, Bah THAME A4
K MEERRE HCCAEK REMEBWER A NER
HEF HRARES Y, R B AREBHNEED, VEGF
B A I S T AL R AR N B EE Y, R R A
MBE S, HCC B ] VEGF st %1k, 7[5/ m+ VEGF s /n,
FH N HCC MEME VEGF K THES TEAF L NTE
{82 KB HCC R %4 m & M
2.4 TSGF TSGF ey fib 40 M 78 HAE K B B A A 34 1 &
W ZE 2 W HCC o A SRRt 7T L3S B 82% , [F] B & ) TSGF
(cutoff {& 65 U/mL), AFP(cutoff {& 25 ng/mL) X Ifi 7% % &
(cutoff { 240 ng/mL) = 4845 , R BB A4 5045 4 B BB X 3
98.4% 1 99%15

EGFR 1 bFGF 5 HCC R J5 R #IE & MR X W 7B
A% HCC BH Mm% EGFR M bFGF K F B EE THE®
B, FEARFRERERE @2, XEHREFAIRT
HCCWE MR BN EE X ELR Bh FHELE PBRE
P2 B NG PR R FH 2 B — E B PR &,
3 miRNA

miRNA 2 W iFE & IEHD RNA, — i 20~25 3
BEAR, BRDEHN, EF miRNA BB EFE, XL EH
miRNA R~ {EGEHEHT RNA BE R 1L, B o7 it 52 &5 1 pH {H |
REGHE. KEMFESEATE, XLREEHBEF mRNA
ARER I —FE B S FIREY . & 2 X H BTS04
HBH X HCC &% miRNA MBI #4T T 84, 7T L miRNA
7 HCC M2 1207 Mg yr I BUE R4 5 B9 6 R i b
WG BR {8 . B4R HCC 7E3F miRNA KB LA T HE , B4
FE— S RAFR IR B R, B 10 B AT A A A A S B miR-
NA, #EBRXAAFRHAS B M AIEAFEHE miRNA £
HHNSR SHREHRANBERAEMT 2 SR
RAMMEREER (MERLDE)BARHER, 75, HHED
RAKFZEERTISBELRERRA, IERBEHAORE MR
SHIFE miRNA R SE, BHRbRBERELS S
BRAE miRNA 80 B B H:
4 NG

BEE T HCC A W#M THRAME RS, KRS K HCC
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£ 2 HCC &3 miRNA
miRNA F % MR RMEAR N F
miR-15b,-130b HCC 4 153 41 , 18 ¥ Z JF 4 29 4, IE % %f BB 41 30 1 &
miR-21 HCC 4 126 41,1814 2 FF 48 30 1, iE ¥ 3 R4 50 H 1230
miR-122,-192,-21,-223,-26a,-27a,-801 HCC 41 457 % 18 £ Z T4 169 &1, FFRE4LA 141 &, EH T B4 167 Fi 1230
miR-25,-375,let-7f HCC A 120 B, Z BV 6 41 135 6, PR BV PR 4 48 ), IE % 3 BB 4 210 4 1280
miR-885-5p HCC 4 15 &, FFE {4 10 B, IE % % HRE 10 B 12340
miR-21,-122,-223 HCC # 101 %1, 18t Z FF 4 48 41, IE % T B4 89 4 2
miR-16,-199a HCC 4 105 4, JEH M F G 41 107 ), IE % X B4 71 4 2
miR-122 HCC 4 62 %, B+ I B R i 4 48 {5, 1E % Xt B4 34 41 2L 8
miR-21,-221,-222,-224 HCC 4 46 #i, 1F % %t B4 20 &1 231
let-7a,let-7f,miR—34a,-98 ,-331,-338,-652 AR(HCCA 12 7 RERARRRES R, P RERARFRAER, BOR
R4 AR 5 R, ER R4 10 R)
miR-92a HCC 4 10 fi), IE % %3 B4 10 #1 igbetad
miR-500 HCC 4 10 # B BUE

B b R BT 5T - G SR, e B B R R ] TR R SEBR
REHTHBEFRRE, AXEPIR TR ZNANES
EZNAEMREY. REFERRYE, IE AFP KR RIEK
BARITEZ B EY . AFP-L3 1 DCP ¥ & 7E 4 51
HCC F A R 44 i 987 R i 3 /0 T 38 O G AR T 3R 410 AFP 48
W, A, KBRS Y, i GPC-3.GGT.AFU # £
AFP-L3 Al DCP #3 HCC F97H 2240 X I A TR Wl H7E
HCC K B35 Wit , #R T B i 1] F H it HCC R 2R s &
BH AR MBS FIREY miRNA KB RRT.
miRNA FEE HCC F R ERE, HP—HEBETARPE
M, 75,35 miRNA EZHIEEK 5 HCC 3 HCC W3
X, RAE AT HCC AP R BUS . BM2MA AT HERE
S—-ANFELHAT HCC 28 AR B ERERER SR
E BRARBMEABRTHERN, IEKRRS .
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