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The PML protein expression of hepatocellar carcinoma and As,O; regulated its expression”
Jin Shilong , Tan Zhiming” . Zhang Peng , Kuang Yuanli ,Du Bo , Tang Huaming ,Wang Zheng  Du Zhiming
(Department of Hepaticbiliary Surgery Kaizxian People’s Hospital ,Chongging 405400, China)

Abstract: Objective To observe the PML protein expression of hepatocellar carcinoma tissue and cells lines and As, O; regulate
its expression. Methods Immunohistochemistry was used to examine the PML protein expression of hepatocellar carcinoma tissue.
Western blot analysis were used to observe PML protein expression of hepatocellar carcinoma tissue of 12 cases,5 hepatocellar car-
cinoma cell lines, such as HuH7, HepG2, Hep3B,SMMC-7721, MHC97H. Western blot analysis was used to detected the PML pro-
tein expression of these hepatocellar carcinoma cell lines after 72—96 h treated with 0. 25 pg/mL of As, O;. Results Immunohisch-
enmical staining showed that the PML protein was expressed in both cytoplasm and nucleus,did not well-distributed in hepatocellar
carcinoma cells. There was no significant differences of PML protein expressed among differently differentiated stages of hepatocel-
lar carcinoma cells. Western blot analysis found that hepatocellar carcinoma tissues of 12 cases with hepatocellar carcinoma ex-
pressed PML protein,and there was significant difference of PML protein expressed among 12 cases suffer with hepatocellar carci-
noma. hepatocellar carcinoma cell lines,such as HuH7, HepG2, Hep3B,SMMC-7721 and MHC97H all expressed PML protein,and
there was little difference of PML protein expressed among hepatocellar carcinoma cell lines. The PML protein expression of
HuH7,HepG2,Hep3B,SMMC-7721 and MHC97H cell after 72— 96 h treated with 0. 25 pug/mL of As,O; significant decreased.
Conclusion Hepatocellar carcinoma tissue and cells may express PML protein,and As,O; may regulate this protein expression as
well. PML protein may be the target molecule of As,O; treating HCC.
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WHAEPE . EACREEN LHEZWWRARE. A 3 min, §
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TREF 201458 AF 43 5% 224

A4 4E HCC; B: #4346 HCC; C. {43k HCC,
A 1 3oL IEE HCC A PML ZEARIE(X200)

2.2 Western blot # ] /5 HCC 414! PML £k B
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#4 HCC 1y PML R (A Rkt AN [A] . @ 4346 (Bl 2 11 3k 38D Fil
LR (2 2 Pk 38) HCC ¥y Al A % ik PML & (1 (&
2),
1 2 3 4 5 f_ 7 8 9 10 11 12
el == "
- GAPDH
1~4 %40k HCC;5~8. 840k HCC;9~ 12, 43k HCC,
B 2 12 ) HCC A4 PML B A%

2.3 5fh HCC ZHffi g % ik PML & Western blot #& il %&
P HCC 41 fg HuH7. HepG2., Hep3B, SMMC-7721, MHC97H
55 FAIN R ¥y &k PML & ({0 B PML 28 (K B AH 25 R
KB 3) 59 7 HEB A BH 2, 66 NB4 20 i Al B 44 %o AR
1 2 3 4 5 6
—— . S i o DML

|
SR ——— pDH
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(reactive oxygen species, ROS) ;=4 ,ROS 5| PML 43 F 8] —
AL B Y B, It 5 Arsenic H 45 & . ¥ 5 & 14 (nuclear
bodys, NBs) 5 & PML £ 2 {k Nuclear Matrix, ki £ B &1z
Z AL A% . NBs LB 2 f#% {4 . PML-NBs I ) £ Fl g % 5 R 7 2%
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M R B T . As Oy 3897 APL I, 76 F Ar-
senic A 5 M 0 PML-RAR 454 . i 9 45 O B % )5 APL 4
B K LICs FET-,95% APL B #Af1. As.Os 597 HCC & &
Wit PML 2 WE, oA R BF 5. H A=z HCC HA
K e ik 2 ik PML 8 [ SO0 R85 50 A S B I 48 i 4 AT fig
8 PML EH . E£ZE2A I H A HCC 40 5% J PML A
K, 23k PML & AJG . 1 As, O; Zb3 HCC?,

AL A 20 U AE A R L R 12 ) HCC A 21 Gy 43
b 4 B o34 4 BRI 3 4k 4 D O [ FR BE SRk PML
(1), Western blot #2558 .78 12 #i] HCC 444 K [
& PML % [ %3k, 1 H 4 ] HCC iy PML & 4 £is & AR
& o i 3k (B 10D AR 43 AL 2 8 (4] 2) HCC ¥y 0] DL g 38 3K
PML ZEH (E 2)., A5 Western blot 45 %18 it 7k HCC 41
& HepG2, HuH7, Hep3B, SMMC-7721, MHC97H ¥ & ik
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S T #f As, Oy T B FRAK HCC 4l i & HuH7 41 s PML &
M5, RIS & B HuH7 40 g % 1k PML & [1,0. 25 pg/
mL As, O; #7240 ¥ HuH7 40/ 5 d. PML & H 3 ik & 3% F%
X, BRIES: HuH7 40 i %55 PML & Bl As, Os B35 F
HuH7 4iis PML & 1 %51, 441 HuH7.HepG2. Hep3B.
SMMC-7721 \MHCI97H 4 i§ & & & ¥k & 0. 25 pg/mL
As, Oy 5555 72~96 h J5 PML & AR E W L. B& As, O,
LA 98 HCC 4 il PML 2 1 %3k (B 4), #f —iE S8 5 Fh
HCC 40l R AL AT LA 3k PML 2 1, 11 HARWE . As, O; 4t
HCC 4 i v DL PML R E 3Rk . EH RS R
R As, O AU ZE T I8 HuH7 48 PML % [ 336, M A&
AT LA X Ay 245 0 1) SURR PR AN B HuHT7 40 i B 9 Bk
41, As, Os A BEVE S CD137 CD1337 LCSCs 434k, 7T A i B
LCSCs., ik 834 it HCC (i H MM, A BT 45 LR As, O,
RIT I AE 5 PML 2 Rk 6 X A — B 05k y7 HCC
149 43 5~ AL 0 R 7 JH 4 At T B Bl
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