165

Anuseuatiy
msAnsdasduaslwinalds (Polymorphism) 28w GSTO1
waz GSTO2 luitheaziSahnuagnaning

a a 0% 6 o & (] a 6 £ C23 [ 6
A% YAgws' wiswr nwadall® wsedind wasfies’ nysd Yamgrd' eviud nsdnwel
[ o a a [ [ va
wish dnsusedelad 2l wedaaws® waz Aem 9ol
"meBrensanen Inendeummeenanswsssanginan “aaudseivenenamsmeunmemns maimiiluanaussiugenanslsamasou amaseans

wmSou sminendesiing  ‘Tsomenuiathpsegs  aausedouimd  Cmedrmensinen aminenatSode

unAnea

umbr xS ohnegnmusnnduaeuaes luges e lnemua Glutathione S-transferase (GST) family uifasendesio
mafANSI GST omega (GSTO) Esiimafinmiuioemas [Minadmeuenudmusssnin ndnaidusasdu GSTO1
ua GSTOZ2 Fueasideslumsifnus S numgn aguseaen AnmewaNus 19981 GSTO! uss GSTO2 fiumaIN
Lﬁé}dzumﬂﬁ@wﬁoﬂmm&)@nzuiw&/ 55@nw AamevilwAnefEn GSTO1*A140D Uay GSTO2*N142D lnefid Restriction
Fragment Length Polymerase chain (RFLP) zuéjﬂﬂémmg\?i/m&l@@mﬂ?%//é} 50 718 Lmsmjoqﬂ/mwﬁ 33 7184 wWam9g
fnw lshmunmauanehssaseuivesiululniuefidy GSTOI*A140D uas GSTOZ*N142D FuRINAINGENTIDNHSS
thnumgnluaws (e uazlsidensdamiusriummilmasmenain uslwaxaildn GSTO2*N142D fuswaliduius s
1hnamgnaiim adenocarcinoma (p = 0.063) Wae. &%mmmgmwsfi" 1(Ib) (p = 0.061) &1 sl

AuiussevanlwanaiGnyay GSTOT*A140D uay GSTO2*N142D Fummsidensanziihnsngnluanslne
Keywords: ® [wAnefidy ® GSTO1 @ GSTO2 @ aiSuthnugn

L??D'ﬂ’l‘a'&LWYIE]‘?’IWl‘a'ﬂﬂ 2558,;68:155-64.

UM
[ @) [ Ail Yo @) LY A
sziSahnuegnilhueSeinuldioausususesluaes
< v Q.II [~ tdld

InesasnazSadun TaovhlussSadulseifaumgan
vilaeifademaiupnasauasiaduannfonndon uazee
AnauanehemMaitignsss s vh liamasnansnlums
wenualaviansnioszi5e (carcinogen) Aidhgemellusngme
uanehari AMaLanehemaignaI s meElLsazAulE N
$1 InAnaflds (polymorphism) ifuansuanshsludisn
WevasRima (DNA) v 113lunl (genome) wasanme
amuanssrasEduILa luaiilog mmedusiumissg

adunafiosnannsiiamsnaeiugis e (point

Iosuduainde 12 Squiem 2558 [ddiavidle 5 Aomas 2558
dasmadunduatvdinge wnndgs 798 Uagws madnmensiven

IENSLNNNTNIWIEAINGINGT OUUTIZI 19e17913 MW, 10400

mutation) MIWUNYBILE (base substitution) IS
mevmellunsdmuanstin (gene deletion) Waonaiss
Y A © LA a A A’ o a A
il g dumbiiAelnana g onafie s
= ‘il £ £ % A A a ‘ng Aa til a (%
PsEufinanaia lLsen veaReaulu S Wilsveuas
Sufle sreuwagauaneheis loevnlUdumenfauwas
WHEREN) Tuustazans Inaflemauanens s eniwsianio
Twnedmaasdluamhsis ualugusin euusiasauazidie
UNEUFTUANGT NS
Glutathione S - transferase (GST's) Lﬂmﬁuisﬁﬂma;m
9839 Phase II detoxification enzymes ﬁgﬂﬁ%ﬁﬁﬂmmma
Waidususaiisenms conjugation 989 glutathione (GSH)
d . e s o A oA C s A
Wavnwif luwmaraaansfis U RhRRP RS NG ITIGAG|
'ﬁ'Nmﬂump:rﬁ 4 polycyclic aromatic hydrocarbon
(PAH)' LLazmﬂvLaImm%uauh@%fuw‘%z Juds wonan
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156 T Usigns uazane

% GSTs Sfwvnéisslaw 1T inhibitor 989 MAP kinase
pathway’ 3nee  human cytosolic GST superfamily
Ustnaudefiuathaiios 16 8w defiutisuandesldan 8
AR \lgfLLﬁ' alpha, kappa, mu, pi, sigma, theta, zeta, Wag
omega”® GSTs vhwihivannvaneiediostulseanamm
28IMIa9N (detoxification) AoFIHaNLS enaRaLd
nalnsalunsisenshdamafiolsansss (cancer sus-
ceptibility) Alg° 1w waimafnmanNdNtus1a GST
gene polymorphism ﬁ'umm”b@iaﬂmﬁ@Iﬁﬂml,%ﬂuuwa‘

9-12

i NeiSainua® sSeden’™ uasnsssd & lne)™ Hudiu
yonanitdmenlndnafiiaaes Glutathione S - trans-
ferase Theta (GSTT1), Glutathione S - transferase Mul
(GSTM1) wa Glutathione S - transferase P1 (GSTP1) &
mmLﬁlm%aaﬁummL?%m@iammﬁ@mﬁﬂumﬁjﬁ“
dmaae Glutathione S - transferase Omega (GSTO)
Gafvranafianumevass active site i cysteine 49
fnanIna3iusY disulfide i GSH ¢ Tuainye] Omega
dlass GST axdifufiuansaanar) 2 fu fa hGSTO! uay
hGSTO2 U pseudo gene hGSTO3p &4 hGSTO!1 La
hGSTO2 %@aﬁuﬂmﬂﬂsﬁmnmmﬁ 10g24.3 %@agismn
markers D10S603  way D10S597  WAsaRNTawastu
hGSTO finulutlemnansd ldun  hGSTO1*A140D,
hGSTO1*E155del Wa¢ hGSTO2*N142D"

Aad Glutathione S - transferase Omega (GSTO) N
shandnlsfefiAemmariinnafanmedinn® T poor
activity MU common GST substrate loed noval gluta-
thione-dependent thiotransferase, dehydroascorbate
reductase Wag monomethyllarsonate reductase activity
I8¢ modulatase Ca” release 1oy ryanodine receptors'’
GSTO class wihillu 2 class gae fa GSTO!T uay GSTO2
‘ﬁy’a GSTO1 wae GSTO2 Usznaueiy 6 anal (exons)
20 7.5 kb ag’uﬂﬂﬂﬂeﬁmﬁmmm 10q24.3 GSTO2 #
neeeeiilufimslonty GSTO1 Askeray 64 Asudiumdls
Laingunalnmaiauess GSTO2 fin weiwuIiing
UEAIRaNYRIEL GSTO2 SLuLﬁaLﬁaﬁuﬁuﬁﬁﬂawwﬂm EINL
geludume LL@]’WU@‘%ﬂuﬂmmqﬂ $olal uazsiangrvann Tu
yanssrvdna inumsuaaeanaastn GSTO1 ludnine

usindugsluthnungn Ssld uegn uazsangrmann’®
a R o % 6 I a AR a
fnsnumsfnmenadriusssnilnanefznvastiu
GSTO1 uay GSTOZ WURMIWEAIDanaadtiu GSTOI aeh
rhansbdtaatndvhly ww ¢y éldluey wla Sela

1818 i F o Butiviay

Fugou slangnusnn uay 3
feanwdnylumavanumsmm (biological functions)
%dmmﬂ%‘lﬂ%ﬁ glutathione-dependent dehydroascorbate-
reductase ¢ thiol-transferase activity 989 GSTO1 813
ﬁmmﬁ%ﬂu@iaﬁamwﬁm W bugadnd®  wanendidls
fnanuhndnefiguaasiiu GSTO fenudiusiuilade
Gesemaiinlsnaizieiinehe ldur s (hepatocel-
lular carcinoma) S\IEL‘GSWia‘lzﬁ (cholangiocarcinoma) 15
RMEY (breast cancer) LLanEL%ﬁd\l‘ﬂ (ovarian cancer)"""
uaitlslalimesimenumsfinmenadsnius uamSahnaagn

Yy Al |
GL%@U’J Elﬂ@li\l“/l HNIMNBDUEE

JonUseaen

dadnmnndsefaaluin GSTO felsznaudeudes
2 B fla GSTO1*A140D uay hGSTO2*A142D  lunga
AtheszSahnuagnam nauaslunguaund e Ss
1hnaegn leenwsiemezienemafia PCR-RFLP (Polymerase
Chain Reaction - Restriction Fragment Length Polymor-

) o A v ' A AR A o
phism) wazehsraamnaiiendosszrinlnasefaseesiuri

a z v v aa 7 [
2 afei fudayamendiinuasfihessSahnuagnening

Beitums

L x 4 v AN

Gﬁumammmﬂm@ﬂmﬂ@mamﬁlmammu 50 ¢
el AsunamTNS AT AT MU uLaN Laskw
m‘s%maqmﬂ@mzawmwmsﬁm‘smﬂm@mffiﬁmiuLLWMH‘
yNIUN (No.S006h/51) KALARLIAARRA NGNS
vies e lslldifhaneiSahnangn (normal control) $1wan
33 e

[ a6

Maana ALawta

‘9: ‘g [~3 Uy [~3 [~3 v 9: [~3 :4

FulansSsagthanssa hnuagn WHumehudou

v ° [ [~ til [~3 2: a 6

uwdhandiaiduzwdne vnauartszanms 5-10 Tlasfioes
(pm) Mena3asinTwiia cryostat microtome LAZITARIIA
anamaasvisneillGifussSenungn iy normal

Royal Thai Army Medical Journal Vol. 68 Vol. 4 October-December 2015



msdnwitasduzaslwdnefids (Polymorphism) 90384 GSTO1 uay GSTO2 157

control mmﬁuﬁw%%ﬁamﬁq LLaﬁL‘ﬁﬁéLﬁﬂLgaWﬂn NENG

Adwe AT salting-out”

Msaseialiing (Genotype Analysis)
mfnwiBieiindsefidy 2 fafle GSTO1*A140D

ay GSTO2*N142D” laemavh Polymerase Chain

Reaction-Restriction Fragment Length Polymorphism

(PCR-RFLP)

ﬁm%umﬁmmﬁ GSTO1*A140D gene polymorphism
lpemavh PCR Lﬁla(ﬂi’}’% transversion a0 C (I A 284
§6ws? codon 140 T Exon 4 28s8u GSTO! Toefi
ﬂﬁﬁ‘%&n PCR ‘ﬁfl primer A8 Forward primer 5 GAA CTT
GAT GCA CCC TTG GT 3’ 1ke¢ Reverse primer 5 TGA
TAG CTA GGA GAA ATA ATT AC 3 dwmmadansh
GSTO2*N142D gene polymorphism a¢¥i1 PCR Lﬁamw
transition 110 A 1 G ma@éwé’umﬂﬁ codon 142 T Exon
4 9838u GSTO2 I@Hﬁ primer 8 Forward primer 5 AGG
CAG AAC AGG AAC TGG AA 3 I8¢ Reverse primer
5 GAG GGA CCC CTT TTT GTA CC 3"

UfR5en PCR ¥hlunaaanesas U5anas 50 lulasans
Usenauene GifwaEud 100 wiln3y (ng), 10 mM Tris-
Cl, pH9.0, 50 mM KCl, 1.6mM MgCl, 20 pM 283ugiay
primer, 200 uM p3ueIae dNTP LLasza;%\lsﬁzj Tag DNA
polymerase 1 Unit (Pharmacia Biotech, USA) &%
1/fin3en PCR vnlue3as Gene Amp PCR System 9700
13U 30 59U (cycles) LL@iaziauﬂizﬂauéﬁ’aa%umammﬂ
'$urt Sumou Denaturation Wanimn®l 94°C vk 1 i
Sumau Annealing Haaumgfl 60°C w1 wifd uaziumaw
Extension 1¥aamgfl 72°C wn 1 wifl Fovaniivhan 30
98U

NNaHANAR PCR 999 GSTOT*A140D gene poly-
morphism andiadnedulsidadme (Restriction enzyme)
Cac81 10 Unit (Biolabs, Frances) wagWana® PCR 989
GSTO2*N142D gene polymorphism NW@@@T’JHLS%{G@(&T@
F1E Mbo1 10 Units (Biolabs, Frances) ﬁaqmmﬁ 37°C
Wi 18 %’JING ATIANAMEMTYN Electrophoresis 1‘% 2%
Agarose gel 1083 50 base pairs ladder (Fermentas, USA)
\ls DNA marker

RFLP product 983 GSTO1*A140D gene polymorphism
avuFndnwishat 3 nwawlaun c/C da wild type
homozygote (186, 68 bp fragments), A/A Ao polymorphic
homozygote (254 bp), C/A @@ heterozygote (254, 186,
68 bp) &M \ATIYA GSTO2*N142D gene polymorphism
& RFLP product LRSI DAAs e 3 Snmoueldun A/A
A wild type homozygote (185 bp fragment), G/G @
polymorphic homozygote (122, 63 bp), A/G 8 hetero-
zygote (185, 122, 63 bp)

NaN15398E
= L2 A :il [~ (3 °

mﬂwamsﬂﬂ‘m@ﬁawmﬂmwLﬂummﬂmmqﬂmmu
50 T8 NUNHNAMIITRTWaIneN SInentieiia squa-
mous cell carcinoma 40 18 waziluafia adenocarci-
noma 10 978

A 6 6 a G .

maﬁmmswwﬂuvlmﬁgmmuLLNW}J@@@L@%L@ (genetic

patterns) 989 RFLP product 989 GSTO1*A140D gene
. A A vA A X

polymorphism LLﬁmsl%Eﬂ‘Vl 1 Nawvlmﬂammm wild type
homozygote 39 318/ polymorphic homozygote 3 918 g
heterozygote 8 718 &34 RFLP product 989 GSTO2*N142D
gene polymorphism A3 LLAMERsROME WFAlugLT
2 naflFiAaidnau wild type homozygote 33 118 poly-
morphic homozygote 2 718 Q¥ heterozygote 15 318

NaMSANWANNDIRISAAA (allele) Y098 GSTOT way
GsT02 IudfiheseSahnuagrvds nefieufunguaudnd
WEOIHA T 1 Tl GSTOT wuamadvasiada wild
type A140 allele Sieh 0.86 uaz 0.88 TuihenziSanamgn
g nofsufungueundmuicy uazwuanahvag
8ada GSTO1*A140D polymorphism GL%ﬂEjmgﬂ’mflm 0.14
warluaun@sien 012 gl GSTO2 emadinsdada
wild type N142 allele feh 081 lufthoszi5e uaz 080 T

! A A A A8 o A ]

naNARUNG dhuanndrnslnaNeREy Sada D142 slmaqu

L2 [ :ﬂl A Y A % 1
209pLENSILNNegn 0.19 mmﬂﬁammﬂﬂmqmu
Un@feagien 0.20 msdinmenadvnsBursaasi Willens
ﬂgmm«m‘ﬂnaa Hardy-Weinberg equilibrium (M99 1)

HAYNANNMIANENANNENAUD T TIMINTE N BANHD
yaslnanefidnuasin GSTO1 way GSTOZ Tufihuaese
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12 13 14 15 16 17
500
400
o 254
200 186
150
100 68
50
GSTO1 gene analysis
The PCR product was digested by Cac8lI restriction enzyme, electrophoresed in 2% agarose gel, and
stained with ethidium bromide.
- DNA molecular weight marker : Lane M
- Wild type : Lanes 1, 2, 3, 4, 5, 7, 8, 10, 11, 14, 15, 17
- Heterozygote polymorphism : Lanes 6, 12, 13
- Homozygote polymorphism : Lanes 9, 16
A a ¢ DX &
51l 1 wam33iaTh PCR-RFLP 989 GSTO! genotype wthemsiisthnumgn
8 9 10 11 12 13 14 15 16
500
400
300
250
igg S e e Sl D e S S S 185
D
100 122
63
50

GSTO2 gene analysis

The PCR product was digested by Mbol restriction enzyme, electrophoresed in 2% agarose gel,
and stained with ethidium bromide.

- DNA molecular weight marker : Lane M

- Wild type : Lanes 1, 2, 4, 5, 7, 8, 9, 10, 12, 14, 15, 16

- Heterozygote polymorphism : Lanes 3, 6, 11

- Homozygote polymorphism : Lanes 13

Ul 2 WAMIIATIZA PCR-RFLP 984 GSTOZ genotype M;’Jﬂwmﬁqmﬂm@uﬂ
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M 1: nsnszaelnanefigavastiu GSTOT way GSTOZ ufthemuSahnuegnaming Weutumdgsnennd

Genotypes Cervical cancer (n = 50) Control (n = 33) OR, 95%CI p-value
GSTO?T*
A140/A140 39 26 1.00 (reference)
A140/D140 8 6 1.125 (0.285-4.197) 0.843
D140/D140 3 1 0.500 (0.009-6.682) 0.551
Allele Frequency of GSTO1°
A140 0.86 0.88
D140 0.14 0.12
GSTO2
N142/N142 33 21 1.00 (reference)
N142/D142 15 11 1.152(0.395-3.296) 0.770
D142/ D142 2 1 0.785 (0.012-16.048) 0.847
Allele Frequency of GSTOZ2'
N142 0.81 0.80
D142 0.19 0.20

a

GSTO1*A140/D140 versus GSTO1*A140/A140.

For GSTO1, odd ratio (OR) were calculate by comparison of control individuals and cervical carcinoma groups for

For GSTO2, odd ratio (OR) were calculate by comparison of control individuals and cervical carcinoma groups for

GSTOZ2*D142/D142 or GSTO2*N142/D142 versus GSTO2*N142/N142.

in agreement of Hardy-Weinberg equilibrium.

thnaegnem ine Reuisufunguentndvdjslne lawy
ANNUENENIaIMINIzaLTadNENaldNastulpafien p
= 0.93 14 GSTO1 uaw p = 0.82 11 GSTO2 MNAGL (N7
7i1)

T 2 SnmsEnme s lulnduag
fu GSTO Wieufiudnuodoyamenainzasdiunsss
thnwagrmdalng  wuhnsfvasefGamaeduitlall6a
ANaFNRUE U R eeSMInaTn uenuNInAseRENves
fu GSTO2*N142D S liifavduiuiiuafionns sz
ﬁ?ﬂm@@ﬂ‘ﬁﬁ@ adenocarcinoma (p = 0.063) LLazﬁwz‘?i 1
(Ib) Fa9xziSthnuegn (p = 0.061)

a 3

50
mafiangSaEnsrummaia ludnuusidudan sxaifio
g fnssmsiTinuesdihe uarihdudaslsneui

For GSTO1, the frequency of D140 polymorphism in the cervical cancer cases was 0.14.

For GSTOZ, the frequency of D142 polymorphism in the cervical cancer cases was 0.19. All the polymorphisms were

dmunzSnuegriimBuannanaLhmafiade
‘i’sé\lﬁamia@éa Human Papilloma Virus (HPV) azily
dmafuseSennin ulufihonssahnaagninemelsl
wunsieige HPV soisaailanmauiivt ifesedold
I@aémé’mwﬂﬂmaaﬂsmaumﬁd (precancerous lesions)
maamnmqﬂﬁﬁm’h Cervical Intraepithelial Neoplasia
(CIN) udrann i Tadussfidhsndumnty
msann aReusSolsifosusiiasummadasdnids
wndosriiis uiarailsrnniibgnasaiBason s
thnuagn (genetics susceptibility) fenaazuanshamaly
Tuudarin?  dhothatu BueeafiefifienaiAdasty
Mt EMUNINFTNONLISS (metabolizing carcinogens)
LaelnAnefBuanstumanit ovaazaana i metabolic path-
ways fiszavsmwiouas waasnnifinhllé %qamﬂm;@ﬁ
shlgmeianndunsds dwsumadnmnedetldidontu
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T Udgns wasane

onedl 2 : dagaiuguzadithasS s hnuagnuasiayazas GSTO genotypes

GSTO1 GSTO2
c/c C/A A/A  pvalue  p/p G/A G/G  p-value
mn=39) (n=28) (n=3) m=33) (n=15 (n=2)

52822988159 CACX

Ib 9(64.3) 4(28.6) 1(7.1) 0.644 7(50) 7(50) 0(0) 0.061
b 17(85) 2(10) 1(5) 16(80) 2(10) 2(10)

b 13(81.3) 2(12.5) 1(6.3) 10(62.5) 6(37.5) 0(0)

HPV infection

negative 10(76.9) 2(15.4) 1(7.7) 0.956 8(61.5) 5(38.5) 0(0) 0.556
positive 29(78.4)  6(162)  2(5.4) 25(67.6)  10(27) 2(5.4)
Histopathology

Squamous cell CA 32(80) 7(17.5) 1(2.5) 0.107 29(72.5) 9(22.5) 2(b) 0.063
Adenocarcinoma 7(70) 1(10) 2(20) 4(40) 6(60) 0(0)

Cell differentiation

Well 7(100) 0(0) 0(0) 0.091 4(57.1) 3(42.9) 0(0) 0.783
Moderate 5(62.5) 1(12.5) 2(25) 5(62.5) 3(37.5) 0(0)

Poor 27(77.1) 7(20) 1(2.9) 24(68.6) 9(25.7) 2(5.7)
ﬂﬁz’a'ﬁmsquwé
VLSJQU 23(76.7) 4(13.3) 3(10) 0.660 18(60) 10(33.3) 2(6.7) 0.954
\BFL-ENUAY 2667)  1(333)  0(0) 2667)  1(333)  0(0)

guae 4(100) 0(0) 0(0) 3(75) 1(25) 0(0)
Usitmatng

84'@3‘3\1 21(77.8) 4(14.8) 2(7.4) 0.844 17(63) 8(29.6) 2(7.4) 0.739
AlsiAudoniazess 2(66.7)  1(33.3) 0(0) 1(33.3)  2(66.7) 0(0)

AN demiazets 2(100) 0(0) 0(0) 2(100) 0(0) 0(0)
Lﬂﬂémﬂi%ﬁﬁﬁ’ﬂﬂqﬁmﬁﬂq@uﬁ’; 4(100) 0(0) 0(0) 3(75) 1(25) 0(0)
fisifaulunsauadaduneise
laifisea 24(774) 5(16.1)  2(65) 0940  20(645)  9(29)  2(65) 0653
il 8(72.7)  2(182)  1(9.1) 7(636)  4(36.4) 0(0)

a Chi-square test

GSTO Fafluduiiiony v waziinasmuensiiendas
fulsaene naneeie” Suanaasiananiendas fuwss
1thnaiegn luae e
< ) ) DX a !
M3FN209 Kleine JP 1 2015 Elu@mm&mmwawmw
Inanafdurasiu CYPIAT anafanuinendasdumug
Snnisdutadudussonmanann Uiy intraepithelial
. @ Y G 1A A v
neoplasia sL%:NSL‘NmﬂN@Qﬂ e Busananifeadag

HunssiumaioxeslasEaduain Intraepithelial neo-

. Y \rL <t G 1 VL 21 Ko a
plastic type e uizis6a UBNANNHEH

A A AR A A &

miﬂﬁmslﬂwamwﬁmmmaﬂummﬂmmqﬂ LAZNL
Hianufsdasiuiusiunmsifianzdehnangn
IWANeRTuv09 p21Ser3itabArg iuﬁﬂ’mm’;mw%a”
Inanefidauns MTHFR A1298C lufitherndn?  uag
fnwn IndnefiEneag IL-27 2905T/G wunAanuiie st
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Suifludnwor laenafionsSahnuagnugthurman

Fomui (Chinese Han Population)™” ugifisliwufims
fnmnenudaivtaasnziSahnungniulwine et
GSTO1 Wag GSTO2 snaiat
msfnmmInszneansivesdlulndindsefiguaos
fu GSTO1 uar GSTOZ lungatszannashes) wuddmsy
GSTO1 emaifivasiiaia D140 ol Tvalszanaelanl
DREFSIAL f = 0.34 WAYALEAd MINAY f = 017 FNLTIEa
f = 0.16 TMUNNTU { = 0.12 ﬂma‘jﬂu f =012 upzEn
Lewsie £ = 0087 dmSUMSANMANNAYERAR D140
Tuzmlne 6o = 013" £=0.13”° £=0127 g GSTO2
Aafv098aas D142 Wndsian Iutsemnamiuansi f
= 0.86 M00FNTAL f = 0.31 31780 f = 0.27 wazalne
F=022° f=022" Uy f =023 dwdlunsdnmess
M demuivasdaia D140, f = 0.12: D142, f = 0.23 39944
elndlfestuiunganlsennslng uassennaunuiade
manmeNNENRLSrlnANaTENTsEu GSTOT uay
GSTO2 fussSerfiedus ﬁgﬂumjmﬁisﬁmﬂ?ﬁn@mﬁﬁLLaz
Tungudsznnsmming dudinmenaduiusaanzss
7@ pre-B-cell lymphoblastic leukemia (pre-B-ALL) T
Win1aBvs s WU WANaNTwes GSTOI*A140D wag
GSTO2*N142D laifianadidiussSerinn? uasmu
laiflenadmusiussninsagdmnssmeomatiulnae-
fFawas GSTO2 N142D%  mséennanudaiugvas Thy-
roid Nodules fulwasafidaas GSTO1*A140D lungaan
unganuh ifadudusomsifa funse® msdnm
Tuawassi ldnuanudridoasusSads fulnauafl
F39938% GSTO1 (GSTO1_-1242_G>A NU GSTO1_419_
A>C) Uay GSTO2 (GSTO2_-183_A>G NU GSTO2_342_
ASG) BE®  WHLNTENYILIN WIS AnminaNaREs
20981 GSTO1 1wy GSTO2 MLTEnae meta-analysis
uam 20 AT WU IWAeRTwe st GSTO2*N142D
i sedeerarasmainnss TnsomnsasSadh
wiilunguanfiam (Caucasian) el GSTO1*A140D U
GSTO1*E155del nuemmdniudifuilaseifusdomsia

< 31 A& = v o € G v 6L A
NESHAET NTETIAFNIA N NTNANUTYDINZLTIIUN LAEGS
e wum wild-type 99981 GSTO! (A140/A140) Faius
[ [~3 1% v | a Ak
AUNISAUNTLLILNE®) (advance stage) dulnanaids
2098 GSTO! way GSTOZ laiflemudamiutiunz S

6L d\lL - X = A SL '

N luaeInene” wenanfilimsanwmaulunaaysenng
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The Preliminary Study of Polymorphism of GSTO1 and GSTO2

Genes in Cervical Cancers among Thai Patients
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Abstract:

Introduction: Cervical cancer is the second most common malignancy among Thai women. The glutathione
S-transferase (GST) family have been identified as risk factor for cancer. GST omega (GSTO) has been found in
a very limited number of studies, and there was no reported about genetic polymorphisms of GSTO1 and GSTOZ2
gene in cervical cancer risk in Thai women. Objective: The aim of this study was to investigate the influence
of GSTO1 and GSTOZ2 gene in cervical cancer risk in Thai patients. Materials and Methods: This case-control
study analyzed GSTO1*A140D and GSTO2*N142D gene polymorphisms using a Restriction fragment length
Polymerase chain method (RFLP). In 50 Thai female patients and 33 Thai female healthy controls. Results: The
genotype frequencies were not significantly different between GSTO1*A140D and GSTO2*N142D polymorphisms
and the risk of Thai cervical cancer patients. The presence of the genotype did not correlate with clinicopatho-
logical parameter but GSTO2*N142D polymorphisms trend to associated with adenocarcinoma histopathology
type (p = 0.063) and first staging (Ib) of cervical cancer (p = 0.061). Conclusions: This study found no significant
association between GSTO1*A140D and GSTOZ2*N142D polymorphisms and risk of cervical cancer among Thai
women.

Keywords: @ Polymorphisms ® GSTO1 @ GSTO2 @ Cervical cancer

RTA Med J 2015;68:155-64.

Royal Thai Army Medical Journal Vol. 68 Vol. 4 October-December 2015



	_GoBack

