GST isoforms

NSC93-2320-B-040-058-
93 08 01 94 07 31

94 10 31



uﬁfi._
FRRRTPELR e E ey S T

(g ¥ iR 4R 2

N

a0

GST isoforms *+ it % 3 m% 2 3 imoe P 4 105 5 2 F31 2 H PRk X R

R E*

PEAC D AT E O FEUEE

7 F %5 - NSC93—2320—B—040—058—
AR D 2004 & 08 % 01 p 2 2005 & 07 % 31 P

FEAEA L RSE
VERSFEAR A E S HRAE S TR
rEFPRUFERTE) MFFEFEE [

(%
j\él%ﬁﬁ%‘.é;} }T}@.ng\&y CHEE
_\‘

ﬂ33 ‘\;)F’-*F__ — '\

A
P
2
N

%\

B L - B

FORDAERE AARTELVE A
§€5§£15W%%%?P’@iﬂ‘>ﬁﬁf
fE“,"

fﬁﬁﬁﬁii xi.%gﬁ if ?;#&ﬁi;}i]‘;ﬁ;‘zg%



IR ¥

Glutathione Stransferases (GSTs) & - #f & F # i v F o S ftdplwmed - £ 8
fizd FEE o U F L GSH 2 5cF DNA ST Mo kR S > 3oz (R DR o
B AT F i Fme N B F RS 2 R e hd § o T 3T E RO 3 B RS
ek GSTSen ¥ L7 it 23 R ena) 3§ 2 chbl (50 FE R B % GSTs# 2 B F 2%
BIF it i SRk N BB, R o a1 SN %2 GSTs thi B 2B 7 e F] & 7
EReavFR S L RBER g 4 2 Beammiv R LR -

Flpt A F %1% GST ‘®dyze » & 5idF 33 GSTS ¥ 4 4 "% 'm?s Hep G2 Hep 3B 2 Chang
liver iz 4 £ ~ A 2 BHRFEPFF B2 BT - S5 87 > #rGSTYbl 72 » Chang liver ‘m
i £ AFBL IR m e o mie i 5 5 v 8~ pEGFP Y482 twfe ke 0 2 imie 4
Baq % GOT 2 GPT e it 7 GSTAl 2 GSTPI eoiE {2 pliz 5 B ¥ £ B » 47 rGSTYbl
e4 ¥ 3 Chang liver 'w?s ¥ i % AFB1 % Chang liver ‘m*z ehif 2 o @ #-rGSTYDb1 75 »
Hep G2 ‘m?z ~ % 4§ GST A2 #& 7 » Changliver ‘w2 2 Hep 3B ‘w*z {s » £ 12 AFBL g2 fm?e >
FriF3lAp o nig ke ; dmie g 5 e~ pEGFP 82 e 4 0 ¥ M & 1 4p ik GOT
2 GPT s 42 % > 4 57 IGSTYbL » hGST A2 th# J¥ 4 & % AFBL 5% % Hep G2
Hep 3B 2 Changliver <15 & -rGSTYDbL £ % 14 i3 Chang liver fw? » I 4v i "0 'm %2 Hep
G2~ ;@ hGSTA2R| ¢ 4vi# Changliver 2 Hep3Bcell -~ » &1 %% F &7 k2 GST
isoforms 7 e chimie diF 7 F ek & 2 4 W5 o
Bt Rk g A R > BT > e > 2 1B G



EEER

Glutathione S-transferase (GSTs) are a family of enzymes with several functions. Although
they play a role in detoxification and protection in normal liver cell, some papers reported that
over-expression or down-regulation of certain GSTs might be one of the causes that lead to the
formation of hepatoma or the development of drug resistance. However, it is still not clear what the
relationship is between the differential expression of GST isoforms and the causes and drug
resistance of hepatoma.

In this study, the effects of rat GST Ybl, human GST Ya2 at the growth, the morphology
change and the response to carcinogens of hepatoma cells (Hep G2, Hep 3B) and hepatocytes
(Change liver) were investigated by the transient transfection system. Chang liver cells were
transfected with rGSTYb1l plasmid, and then treated with AFB1. The results showed that the
percentage of survival cells was higher, and the activities of GOT and GPT were lower in these cells
than the vector control. There was no difference in the activities of GST alpha and GST pi between
the GSTY bl-transfected cells and the vector control. The data indicated that the expression of
rGSTY blwas able to protect normal hepatocytes (Chang liver cells) against the damage of AFBL.
When Hep G2 and Hep 3B cells were transfected with rGSTY bl and hGSTYa2, Chang liver cells
were transfected with hGSTYa2, and then treated with AFB1, the results were opposite to that of
Chang liver cells. The percentage of survival cells were lower and the activities of GOT and GPT
were higher in the rGSTY b1, hGSTYa2-transfected and AFB1-treated cells than the vector control.
The activities of GST alpha and GST pi were not affected by the expression of rGSTYbl and
hGSTYa2. The dataindicated that the expression of rGSTY b1 and hGSTYa2 was not able to protect
hepatoma cells against the damage of AFB1.

In conclusion, the expression of rGSTYbl and hGSTYa2 showed differential effects in
different cell lines by protecting normal hepatocytes and, on the other hand, promoting the cells
death of cancerous liver cells. Therefore, in addition to its important role in the protection function
of normal liver, rGSTYbl and hGSTYa2 might be also involved in some pathway that leads to the
death of cancer cells.

Key words: GST isoforms, transition transfection, hepatoma cells, physical function.
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HF AL p e

AFHFNTENFAYPF e A &9 BOFHY Ead rat GSTYb, rat GSTYb2, rat
GSTYa, rat GSTPi » ** A gg" ¥z % 78 1) human GSTYDb1, human GSTYb4, human GSTY a2,
human GSTPi » # 12 FEZuiz " construct 397 = # (i & F WFimie 2 W mbe @ 4 if o Ao u)#-
GFP-GSTYa2, GFP-GSTYbl,# 78 (transfect) » * #g i ¥ "Fim*2 (Chang liver) 2 "% % (Hep G,
Hep 3B)? » &4k &2 £ RFpF Fradlz ™ > J1* ¥ LR is B2 GSTAL GSTMu (Ybl),
z_ % # 4 & (over-expression) ¥t i+ # MFimie 2 w2 4 £ A2 U RBSF R P
ok % BT 72 e GST isoform f7 e Fimiz tk® fgF $50% 7 3 a2 328 i orGSTYb!
% hGSTYa2 2. * & i & B ¥ R 0 w% Hep G2 % Hep 3B, Chang liver 7= » 23 mA
S EFE- BT /7 B GST isoforms *t4F e mie 2. 4 05 50 & w8 o

K% F R B o - 3 1GSTYb] 2 hGSTYa2 2 * £ 4 if i f% Hep G2
% Hep 3B, Chang liver 5 = 2 #iim A 5 4 » Jt ¢ » ¥ 334 #1E A end v GST isoforms
K IFme A e 2 i e S FH LG A SR A DR L 2 AT R
Blmre 2 A 3LEN o R E SPURE S 2 W 0 - HE T 835 (Chemoprevention) &
ISP LR R 2 ek o
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