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(€] E#  #5AF% (hepatocellular carcinoma, HCC) B % If i 4% # & A (zinc finger proteins,
ZNF)216(ZNF-216) ,A20(ZNF-A20) K ¥ ,PS3 £ AR L R P16 EFEEKFA , HITH 5 HCC RE . &
BMER. HiE ®HF 418 HCC B % HCC A .45 fl AR E b3 B4, RA PCR &Y PS3 %
ES B F 5~8,SP RgE Al AL R i P16 B A , 3 3 H € B MBL R HAT AT RFAE A cDNA R i5
SCHE Y . 7 2 5 B iR AR BN 26 42 46 % 1 ZNF216 \ZNF-A20 #i /%, £ (6l# ELISA #7447 HCC 2 & M
7 ZNF216 ZNF-A20 FiiA RO ik K, &% HCC 4 ZNF216 i1k 1 ZNF-A20 #i kK ¥ & F 5 B
4, FAERHERITEEL(PH<001);7 41 HIHCC B+ ,%F 23 flx 4 P53 EHRE, B HCC
HREBRILBENRTHRBIS1%)ET HCC BB R B ENREE(2631%), 41 Hil HCC BHF
PS3EERTHRERIBFUS 8 5B FREE(36.4%), K HE 75 BF(29.4%);HCC EHBRH 4
mEch P16 5 H &k B3 (31.57%) Kk T HCC B BRAL R E P16 3 BBk i FA#E % (9.09%),
ERAFGIT#E X (P=6.095,P<001), G ZINF-216 fI ZINF-A20 M HRiSRAH S HCCHRE
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The correlative research for ZNF-216 ,ZNF-A20 expression and P53 P16 gene change in liver cancer
patients
Hu Juan, Wang Qi~jun. Chengdu Military General Hospital. Chengdu, Sichuan 610083, China

[Abstract] Objective To test the levels of ZNF-216 and ZNF~A20 in hepatocellular carcinoma(HCC)
patient’s serum and the mutation rate of P53 gene and the deletion rate of P16 gene, to explore their correlation
with onset and development of HCC. Methods 41 cases HCC patients and 45 cases healthy persons were se-
lected as HCC group and control group. PCR was used to amplify gene P53 exon 5~8. The SP immunohisto-
chemistry was used to determine the deletion of gene P16, and the condition of mutation and deletion were ana-
lyzed. ZNF-216 and ZNF-A20 were obtained by serological analysis of recombinant cDNA expression library
(SEREX) technic and detected by Indirect—-ELISA method. Results The levels of antibody to ZNF-216 and
ZNF-A20 in HCC group was higher than in control group, the difference had statistical significance (P< 0.01).
The rates of gene P53 mutation (81.81%)in HCC with metastasis group was higher than in HCC without metasta-
sis group(26.31%). The 8 exon(36.4%)was the hotspot region of gene P53 mutation, and the 7 exon(29.4%) took
the second place of hotspot region. The deletion of gene P16 in HCC with metastases group was 31.57% and in
HCC without metastasis group was 9.09%, the difference had statistical significance (P< 0.01). Conclusion
The high expression of ZNF-216 and ZNF-A20 show that they are concerned with HCC” happening.There is a
correlation hetween HCC and P53 gene mutation, P16 gene deletion. The mutation rate may have the reference
value in identification diagnosis and treament and prognosis of HCC.
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o AR L7 o ZNF-216 ZNF-A20 & & i
WHES HCC R4 (KB AA X ; [ Bt 4 S0 K
P53 gy R %Ay, MEERE P16 SR WIFR , N2 F
KB EAERANLE, b HCC R R LM MERE S
1 #HMBZE
L1 MEARBER  ZEEFERPE 2005 4 3 A F 2009 4
12 AR & HCC B2F 41 6,5 32 4, & 9 #, &
i 28~79 ¥ (A B & .CT 5 MRI %%%i/)
Wy, B AR AFP 2T R R R E SR # 2
KA HCC E#BEE 19 6 HCC &35 . 8 \% .
%I R R E 22 6, IF 4 0 B4 45 (e 5
BRI 53 3% 45 41, 3B 24 B, & 21 B, SRR 24~45 %,
PAHF RS RAF R SN BE T, ER LI ¥
B (P>0.05),
1.2 mH
121 UHERA 1 EERBRE(EELE™);
2.PCRY #{Y(EE PE AR ;3. FLOH(EENF
8 )4 BN (AARLEF);S WAE6.F
A VIR 0 BT 58 42 22 ;7 . Tripure i 7 (78 B 4 7=); 8 . ¥
#;9.A20 KB HEI Y (LBAETARSR) %,
122 & RNA 48 W AR F KR 300~350
mg, AFEAMABE, , ERBFRFRNAFER,
B ILPERR . ZBHEE ¥R A Tripure i) 3~4 ml,
#HF75I% ,5 min J57EZ DEPC A A O & im
AZE0.6ml &% 15, E 10min FKEA4C, B
L>¥42 16.6 cm, 3 500 r/min 2.0 10 min, B EFHF K
BELOE, WMAGKEHNRAMERS,10 mn 5R
RNA i€,
123 PCRYy'# FHiT4CHL¥%2 166 cm,3
500 r/min B.0> 20 min, BE.OIIE RNA T EEE,
5%568M 5% 2R 4, EF DH0 $-80 CKE
KR %, B F RT-PCR,
19kt S BFESPNTF .PS3 RSB TF S,
P g S A~ B F(PS.1 # P5.2) 5 LS| ¥
5°~TTC CTC CTG CAG TAC C-3",214 bp, #3149
JBi i 5~GCC CCA GCT GCT CAC CAT-3";P53 &
ShBT 6,5 35% 6 48 F(P6.1 # P6.2) 51 I
3| ¥ I i 5°—CAC TGA TTG CTC TTA GGT CT-3",
144 bp, L5319 5'-AGT TGC AAA CCA GAC
CTC AGG-3";PS3EENEF7, ¥ ETANET
(P7.1 #1 P7.2) £ 5 L #5199 FUF 5°~TCT CCT AGG
TTG GCT CTG AC-3-,133 bp, L ¥ 3| ¥R FF 5°-CAA

GTG GCT CCT GAC CTG GA-3";P53 % H 4 B F 8,
Y% 8 4B F (P8.1 M P8.2) % Lk B Y fF
5°-CCT ATC CTG AGT ACT GGT AA-3",166 bp,
¥S| I 5~GTC CTC CTT GCT TAC CTC G-37,
124 DNA #H R&#iki 2.5 ml,EDTA-K; i
%, BROEB.L¥% 166 cm,3 500 f/min L 10
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FtE = 5%, FtEXT BR# LR,
125 ZNF @R RAES cDNA ik 3CHE K ML
% 4 ¥t B (serological analysis of re ~combinant
cDNA expression library, SEREX) #EEA KB EA
ZNF216 ZNF-A20 $i )i, % (&]# ELISA J5 & 4 #7
HCC B % Ift & & ZNF216 . ZNF-A20 i {& # £ 5 K
¥, 2iESREYHEE BL2 WA ER, AL
4k, (BO TALOW metal affinity resins user manual ) £ #
HEHAE K. HHA IgCKER 1:5000, 4 LHBH
2 mol/L H,SO,,
1.3 Seit2ab® A SPSS13.0 43t ak it H B &
B s TR HHEERARLBERA RE; it &
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5t ¢ KB ,P<0.05 RRERAFHITHEE L,
2 4%
2.1 HCC 4 5t B4 m &+ ZNF-216 . ZNF-A20
PLik K MK E 9 s HCC 4 ZNF-216,ZNF-A20
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H2E X (PH<001),B%E 1,

%1 HCC A 5%t B4 ZNF-216 .ZNF-A20

B B K (x2s)
A% k¢ ZNF-216 ZNF-A20
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22 HCCBEPS3 HRERTHHME 2 HFER
B HCC BEP PS3 REEFMA 18 A (18/
22,81.81%),19 Bl L 5% # () HCC B &+ PS3 &
HREHE S #1(5/19,26.31%), L% 2,

2 415 HCCHRE P53 £HELHEE(H(%)]

P53 % HNEE k4 iz F 3 Btk

HCC B# B 22 18(81.81) 4(18.19)

HCC TE#B A 19

23 7E 41 #l HCC B &+ P53 BN LM AKX S
BFHAGER PS3RAERTHERINE THH
HiUE 8 NINEFEE(36.4%) , HIKEE T b
BF(294%),% 5. % 6 S EFHEM(IY 17.1%), K

5(26.31) 14(73.69)

%3,
£3 41 HCCEHEPS3EARTHRAR
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ShBF HE g% (%)
FSMHEF 7 17.1
BOMIET 7 17.1
BIMIETF 12 294
E8MIET 5 36.4

24 PI6ERBIKEES HCCHBHMXHE #
EERET, SAREARAZHSN R BER
K, BERECE BA, THEBREMN HCC BEH
P16 2 Bk B BRYE % (6/19,31.57% ) K TH ¥ %
B H OHCC B E & P16 & N 6k % 80 M # % (Y
22,9.09%), EREFLHT#E X = 6.095,P<

0.01, % 4,
&4 Plo EEBVAEE S HCCHBRMEXME[H(%)]
P16 #H ik ¢ R4t [52h¢3
HCC H# %Mt 2 2(9.09) 20(90.91)
HCC RHH ikt 19 6(31.57) 13(68.43)
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B9 EHKREEZETFIAPEANBEREH
A REMMHEKI0MHULE, GEFHEESR
BTEERERDPTFSONMREREMNEKRAR, B 5
AT ENEMEEEBESE A HRERL B, X
5 DNA RNA (i S &3 AT RF A IR
MEARK BRI EE, BREEA S ARER>
VI 1%, SEHISEHWHEQNNEEEAY, &
KEORERET NISON36,ZNF-216 F1 ZNF-
A20%., BHEEARAZHEYINEE i DNA R

%,RNA 1%, HRREXRRAE, BEAEME
B, BEERES, HS5MENERMILIERET
%,

BH51R%) DNA R FR=H#ZWAE, EH4E
A X85 DNA W iE4H E4b, 7547 DNA B,
HiE-DNA R AVHEARNE SR, AG5H
WARRAME, %t H#H DNA FIRAE FE kB,
BHES RNA WA A MZBIRE, HiR5ItaEEZ 2
RNAZ B R M=REWHE LR W, BERE
BERI 5 SSRNA £ 4B % BB RNERAE,
BRRER. MEHZ MRS EEAZRAMHEEA,
LR TIRFISKR I H 7] DNA 454, e AN
FKFHEE , AT HCC B3 i+ B ZNF-
216 f1 ZNF-A20 K iRk, K7 H 5 HCC R &£ .
REHXRER, IEABRERPIHGEARERRE
HTELREE, AXLREREER HCC &M
Ht) ZNF-216 F1 ZNF-A20 97K i & T e B f B8
H, ZEI¥L4E, ERABERIT¥EN (PH<
0.01), MTi#—# 8 HCC & i F & ZNF-
216 f1 ZNF-A20 25 7 HCC B9 % 4% .

HATGRBAC M MBEERE B+, E
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R ok ek 20T, MA LS R el A, 7E 41
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56.10%, HCC 8% P53 #H & 4278, M4 4 o 4
KWERBZ K, SRUBRMAHRBE K, R %
4T HCC RAEMRIFZBHILRE I P53 EH kK
REREMKR, LRI BR,22 #14F HCC #%
BiRit B & PS3 XE R E R &G 81.81%,19 Fi
EEBREARE P EREERT N 26.31%,H
HEFBAGIHEEL(P>0.05).%&HE HCC BF
#1, HCC P53 A RT 5WHBE —ENMX LR,

A% PS3 RN RERARANHRE, BE
T BHERTEMERNEHSE REMSEEPES
5~8 4B FP, LB B4 5 HCC B4 P53 %
HEEF HSMIEFE17.1%,5 6 M ETH
& 17.1%,% T A5 BT 5 294%, 58 8 MR F
36.4%, P53 HHEREH—MERAESIBRE SR IIE
MR LR DR X RS K LR,
FEHEHCCH P3EAAREREABMEANE
4 ,PS3 B H & BERRMR AT X 25%~60% .
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