WAF/YNA bl )3 &, uliuol (S5 33 0 AUl alze

WAY/E/Y 230 pdy g,U WAL olo 313 yo ool 45ad/Y'E= o ylosbs/ oo 9 (ow Jw

W glao (0w o8 43 Wiwo (31 lows 3O POY (5 VY (50 slowt (3 guS pyansd 3 90l (o 3 3
ledo! yaw 30 (w0 30

T sl ciny il gaf e ilaluatldabold < (59 yaiien GANSHY (Suge yiSa

oligs dlio
=

09 5> @b medygeidy Ko ogrg )b s 4 (S5 Ol b > are iy sge8 couiS Hlee 0 o s 4 POY () 1ol
End 45 a3 o5 (30050 SaUBSS an Ladye JIS 5155 g i ligyy sty (Sl @ el Jad GBI L ] VY (sl
Moho (sowy (sladiges O pumdyee (b cpl ol gddlllas (0wl D5 4 dtuly dalb e glgil SIS 0 VY a8 il glacadss)

b gy Ol e 53 (yo3e
sk oy o Ml Jlas (I3 L POY )5 VY (o)lad (1915 e yga sy G LI (o0 sgkite 42 ccsanld )90 sadlllae yl 1l ohg
R > Gaje Mgk g 4 Mo Ghilow Sl Gl jhe suiges T g ald 095 Glgte 4wl Sl b saigel ¥V a3 plodl (ye e
b yo0 b (Allele specific polymerase chain reactj@kilele specific PCR g, jl eslitwl L 28,5 )15 adllae 3y90 lgine!

@595 Stlie sl 85 )13 )bl b g 455 3,90 SPSSble s 31k il ¢ Jols SleMbl s b5 s POY (5 VY (sojloud 958
b o2latl 31 pgail 51 1l (sladiges )3 uigis aw cnl (Sglyd @i b ooy 4 Mise (sladigas 3 VY 98 i gy A (gl

2590 09)5 1 9 20> ¥R 5 OVY YA (i & sald 09,5 1> oyl o 9 ol 035 o)V 0ws)] oy ol sy saidly
(P = 1-%%) 0 odnlive 09)5 55 1 bacassl (Jlold mije o sl ime BME] gy Mo p3 YV 4 FEIY SVIY s

obyw 5 (S5i Jole 6 lgie d ol (Soe POY 55 VY 988 pudyge by 457 0S 0 patuie pols (gddllae slaadl ‘_g,.;d.”gib
sl p3Y By (] )3 s yga ly cnl GAE (D (ubg) Caer e Olllle 929 (pl b 39 Coguoms Gladiol ) (oo gk (consg

2905 0338 5lae ()3 mamayoe (b (eSS (1935 (oo Mgk (owg) 15 (45519

VARV oYY (FF) Y AYAF lphool (Kb 008l Aloes oy ebuo!l dhd 33 (3030 dighao o) 4 Wino ] ylows

ol e 5 3l g 93 A SIS 51 dodkio

L CLL) cyoss st o (V) Ly i s s e Sla (6 lany 1 glaas (o )
¢35 o Szl «(Chronic lymphocytic leukemia slasl S5 5 055 Ol jhe o8 ol L0
b sl sES s VS 55 05 Ol e el e S e S ) O
e L s il e et a5 s SAshe 5 st g5 0 4 bdshe (55585

Ql)ﬂ Olgaol Olganol &;‘;’)’ fo,l.c oKisls ;u_(&/u 6o Iiusls ‘(5]9§J5’° wuL.ngw..:) 9 (DU r°5lc 55; olaisls -\
Ol Olgaal Olgaal (L5 fa,l:_ SRl (o gmmitils Slidss (sdaS 9 (Kb (G0 ails ((Kbjy (Sgmitils -Y
Email: nikbakht@med.mui.ac.ir (68 s S (e S5 1 JgGmmn (GO 9

114 WAY 515 50 pylga axin /FFe o lod / Y Jlo— Olghuol (S5 oSl dloes

WWW.Mmui.ac.ir



OylSad 9 ($u yaicus CANSIS (Suge Sy

Gt o8 p 535 L das e Slalllas (S50 4
03551 ol 8 Ol s iz 1 (S5 el 4y o
e R Ry
Sl S O b L2l e (S35 ) 50
o=l sl slag sl s ¢l_<;,u,)~ A
O) Wiz s b il 2l olay

SodiS 5l O (S p—gr Olse 4y POY 05
I3 53 e g5 55,8 oU S S5k oy 2 s
Ga or a3 5 )5 (g i O ol VVPYY)
o 53 5 5] LI DNA =Sl sl
el ey 3 5 (S LSS Sl bl
(0-F) &5 o Lyl 5

Gmob 5L 55 Jles f Sl SKae POY
e (Gl Gl 53 POY 05 55 Sl
s 33 xS 3, Sas 5 s 5l el 0L
L Ol e sl ol () 4 258 g0 0 S

Slalas 53 syls i a |y Hsess b, iy

0 il 0Ly a5 ol ol esls Olis AL

oD 5 el a5 o 0l e | il 151 POY
PO 03 (sloral Ol se 55 S 53 OF 28
0) 315 5551 53 ege S
WO s des 3 00 53 Bl POY 03 55 lger
s e ol slasos A 5l Ly 5 das &
Jlasl ;3 POY s 0 oUlss O3 e Sl e
5 dew,s $2YY s POY igr 55 DNA o
Coslio b a5 el odd 2l CLL 4 S Ol Lo
Li Sl 5o a5 RB 2alS 5 Gloys e 4
05 Slayd pend Ld s Dl (V=) el Ja.;]a
5 dsenl QL G b 5l ol Ol s
il e b Gt S sl g5 5 DTl

oo wslie canusl s POY 03 VY soslad o 08

sde Ol gl she Oy 53 B AL Glacan il
ool (Y1) 553 i (b 5 (g 5lad
e odes ssb 4o F Carex 53 (SUG 4 Ll
Oblas 53 Ol w4 Mas Ohley s Al 530
53 dl o Vernne s 3 YY 55 ) s ab e s
() (Dl 20 31 5 s 5131 Olia
L— CML) oo sk (o
M =1 L «(Chronic myeloid leukemia
S o b ok sk 31 sl e
34 Glaesises S b Glagil o dalaze Jli) 5

(o S e aw o (olew pl 35S e SUYY
(Blastic) .Ml 5 (Accelerated o, Ol
o Sl e SO ol Saen) 5 255 oS
o ol gl e b Sl e e s S
Jlu 3 (F) diS o 25 iy St ik 0
5550 YAV 550> (K el (godsee NI 55 Yo N
e g 5 ol el d 3158 CML
A3l e Il OV=5+ Lg ol 53 ol

SolS Hlgs 05 50 e B 51 S Ol e
5 P Gl RS A a e &S Sl H e
Sl SO glacdl ksl (ulg o
eSS e 5 Ol 53 S e Yo 5l (S0l
Tl Sl el 3 eses il OOSCE
Sl Sl ot ol (3 Dlalle 3L s
slacsyis (S Q8 alax 51 Ol (Sanm 5
b an3l S (2 03 53,5 51,5 5 o S
Aas e 0L Sladlas ¢l oM LS o b me
a0 G0 5358 L e co el &S
b, Gtr s a5 J oo
S eSS

WAF 515 0 plga axin /P ol / YT Jlo— Olgiool SKo 5 0uSKiils ales NS

WWW.Mmui.ac.ir



OIS 9 (Su yaicus CANSIS (Suge Sy

Sl ot Glagls e Lo 55 cpl asaly
OF) Gl o 218 sl

PO 35 53 VY 0508 oy T ey 5o
Pas J= 55 edas o J2l33 1, CML @ Sl s
(F) Cl ol oa CLL w0l Jast (2l53l b 055,50

o wly (b oy el eS Gl w e S L
S Sl s Sl ol5 5 il Casdse
sl s UL e adax S La0l
Sl ot Glagls e 585 ol sl
s andllas ol 3l O sl 5518 slite
Stnslls 5 pae o AL 303 53 eand s gy 0l
A2l e Olghol s 53 Wl (glad sai L of

b9

ol Ol o s Mo (65505 V00 1l 50 (55T e
534S e (o) Oblo Olsal 3o (sladd 5ol
Dbl gl 51l bl (slacS ol G
Slasisas 5 13 8 (soslaer Olgiol (¢) Mgl
O Os mbasl cogr S (ool 5l 0l aals
Olyme am ds g 038 axxl o () a gl Ol ey
033 W Ao 31 g 5 s osTaer dali o5 S
5 e 055 Sy S gl L dal o S
by Ol gl 5ae glmas e 5550 Al
30l s Mas (500 T pamme 53 S5

Ao S andllas 3505 el o S S (g4 gel B
Slaassei 5 il GlaS s SIDNA 2| e
anlad s b aw (350 et b 3l ant g
23 ey S V=10 Gl 4 il sla 5
sl A (sl R ke VO st See

oo wslie canusl s POY 03 VY soslads 08

s e DL L sl S alases nlaty
100 5 n Sl Gl k4 e
Sla oy ot sladle s (10) Jils 5 e
SO ey 30 by b Ol o LI 5550 55 sl
L. Single nucleotide polymorphismg.is ss &
So 0 Al 54y a5 ol 0l fb';" (SNP
0P a5 Sl (gl O s (6
M=) dss o e 55

Y 05551 55 G AS 5 SO 50 b S
s 5 el JAT s sl s POY 0
R ST P P
S s a (Y & A) el sl il as
Al e 4S5 e ol a1 POY 5 35
S S sea b5 (ArgIPIO) o S35 2
Sy Sssen oUls sl s n b ol W 5
ST sam b anslie 53 sl Wl s ArglArg
V) Sl ods 5158 I V0 s

5o Olye S Aas e OLES (godaze la i)l S
oo L0l s a oz Sl i e gLall
OV ) Sl ((08=Y0) a5 (1A-14)
a3 ((Y0) Sy (V7 YYYE) JLS, S
(YA) 555 yio 5| J_:» Lol ple 5 (F A JP=YY)
By Sl bLS 585 aw ol Sll 3 ds s
a5 55l el Gladedl oS S sla YT
JLis ag s POV 55 5 Olaztles 3 o bl sl
15 33,8 e B3y il 2 o Shos 3 s O
VY O30S e 3oy 45 S o Ol o) i
S das e 0LES 53yl U POY 05 s Shee 6,
(sl S sy A e o LIS S

BN WAF 515 0 plga azin FFe ojlad / Y Jlo— Olghonl Ko 5 0uSCails dles

WWW.Mmui.ac.ir



OylSad 9 ($u yaicus CANSIS (Suge Sy

ATF=Y0 (V) el s

R SN
F: GCCAGAGGCTGCTCCCCC
R: CGTGCAAGTCACAGACTT

s il eSS Gl ol e el I

b e
F: TCCCCCTTGCCGTCCCAA
R: CTGGTGCAGGGGCCACGC

Jsm S Sl Al g5 oS i
s 3 el Jela POY 05 VY 0508 b5 50 L

a5 4Y by s olawl Denaturation- 4l
RIS RGN VPR JC ] W

sles 5> Denaturation fL & IS Y0 -
Annealing sl ¥+ e 4 ol § sl a5 A
b Y Cue au ol S sl gam 5 OF sles o
3,8 e gamss P gles 53 s s 5SS sl
sl—es s Extensiony - 55,1 oS ol
B Y e ol S sl gam 5 VY

S o VY sles 55 Sl g Extension—c
AL3 0 e w ol S il

0ls; L5 PCRU same 5LS oLl 5l s
A 5SS s 55 55585 5!

Jsmame 5l s Sn O 55> 15, 585 51 I
Jj ys Loading dye, s S ) Lol s ST
5555 7SI /0 x TBE Ly ,5 dwsys ¥ 5 LS
UV  Transluminators—— g5, s 5
A3 S edalis (Ultraviolet Transluminator

SPSS, 33l 5 3l sslizl L aal s 4 Sl
(version20 SPSS Inc., Chicago,) N+ gase S
Simlie sl 23 8 5 ol o 5 4 3 50

oo wslie canusl s POY 03 VY soslad o 08

o Golacm 03 5 s LSl S 1y Sa 00
S 00 Syl oz ppcela Y i
BEYS Y Tic| GUVURIVIN WIS PR U SN U -] W
A 5l 5 A el 4dds 0 e 4 VAV X g
oo S s S 00 03yl Wl L
L3 S LSS sl
High pure PCR I esle ol U cday gad> 6 s
L_ac— 3L ;I DNA Template Preparation Kit
Slac s 53 ol wl S Wl DNA s § 2 s
Y les 53 op b a5 A 55l Al e VO
o S e ol S Sl e
L i 5 o 0 51 Il sl 8l s Sl e
O3 3l ke ) s Ol e Ve Sl s
OF 3l ds Ko Yoo J—hs)ﬂ@? Lol o
ol Wl L DNA 5ol e
High Pure PCR Template Preparation Kit
Ao S eslin
oK Lo 5 0l z! A2 DNA Ll
i3S el 05 D g e s S
Allele specific ) Allele specific PCR 5,
sleslaul L, :(polymerase chain reaction
VO Gl SO a1 ) DNA r;j;u YooY
S s S Yo 5 LS e e Jge s

(Deoxyadenosine triphospha@ATP ;i
dTTP (Deoxycytidine triphosphajelCTP
dGTP «(Deoxythymidine triphosphaje

3l Df,;,f Y s (Deoxyguanosine triphosphate
oLl s Sea YO ol om0 0l 5 (s
s Ol 31 ol gla al,y JIg s S

WAF 515 0 plga axin /P ol / YT Jlo— Olgiool SKo 5 0uSKiils ales \eYy

WWW.Mmui.ac.ir



oo sl causl 5 POY 035 VY (golad 5uS

3 b il e O s 85 bl
S S35 o3 5 B 55 e Sl ey 25
GenePop,lsle 5 5l eslial b a5 50 5
candllas 3550 Cmar () aS s S sdal i
Jslwisy >y S ya S WlP> /00

AL . Hardy-Weinberg

ol b B 3,0 05T 3 b slakiged N S
JKE5 VY PD (0311 b sl (55,1 S (sl ol
Y Soslod (0505 b 3 F 5 Y N go e (glaki ges Hilesls
SO go sl 5408 5 o0 Ml O (g0 led (54 303 il LB

bp: Base pairs

Lyl b haid ol p/ s p i B3 b sladiged Y IS
slwl VWY DP o3Il b (sl s p iS5 sl oluais]
F Goslad 400 (Ll 613 V=¥ gosled Ak gad L5 gas
SR O (go ke (4 god (e Sl
bp: Base pairs

23 e85 am ol SR w5 b Gl lad e
P< /o0 s eslial ) Osmnil 3l dald o go3
GenePop;|;-3le 5 5l etz | A5 S Al s s
P liis gaul=s 5 b 5| Hardy—WeinbergJsls
LS 2
bl

ool 3ledd 2l sa | DNA s Ls)j@?
ssb i s b cdS s e Gl e
G ges ¥V il iSSPCR oy 0 el Cnsih 4o
s (Al (sl 31 0% 5l e 2| sl DNA
ssb w5 Lo el oS 5 chle gl Kea
Al 55 PCR iy 4 gl gdd s

L sleaassa o5 Allele specific PCR)s
—oba) gla el b e 35V 5T G
JSE) VR bp el b sl il 2SS gl
Lolds (s /s n o5 b sadised 5o 5 ()
Ll s 55 Gl polat gl sl
33 &S L;l;— 55 (Y Jﬁ.&) LS slw | YWY b (g6 51l
e 53 b oo/ 5l G5 b slad s
G5l BY 5 Ol 4 S g4 pai FY s POY
o Ol el ool (V) Jsds 3 dals g
O3 VY 054 opd s/ ol s 55 S8l 2 s
Ml aS gyab as d(P=12/0YY) 55 )|.>L5;M

sl,—3l ;5 (Chronic  myeloid leukemigCML

Vv WAF 51 e plgar axin Ve ol / Y Jlo— Olgionl (SKo 5 0aSKiils ales

WWW.Mmui.ac.ir



oo wslie canusl s POY 03 VY soslad o 08

OylSad 9 ($u yaicus CANSIS (Suge Sy

dald 52,90 Glakigad 5o VY 05 A 55 A Sl s ) Jade

BV Y K S350 09§
P g (Cl 738) OR 24 Letd
(Mo y3) Sy (No3d) dluxs
A (F¥/4) W (V) 51 55T
o/
ey Y OV/Y) V4 (F&/Y) el o3l
O /N=YV/Y)

Y (F/4) 4 (YY/+) sl s g

OR: Odds ratio; Cl: Confidence interval

a Sl ol a0l w5l a e S
S i sl e Jale SO VY 058 i) 5k
sl sl s el i, Ob
POY 05 s sladads gla gz 552 oo/ ds 2
S | (ol LS S s e il il
O)) Al o Cins

R S PAP PRI A
CLL au Maws Ohlew 53 POY S5 i ST 5w
Sl s a5 i a (Y WV OY) Wles S 4l
OF) Sl ol 5, s

aS das o Ol OS5 DoNg (sanllas
2 s M2 L CLL Ohlay 53 Jier
iclin 53 gm 5 BB g 4 POY 05 VYOS
s B,b gl g el YL s sl B b
s ST LPOY 05 Gl a8 s e LSS
i Coaslie 5 Jo V=Y b gl @i ,iy CLL
Slas sexs s POV 05 g 5 Sla)s and
Oler 88 5 55055 SV (a0 LPOY 55 5
V) sl ol o CLL ahar 5l Ok s i 5 &

Sages ¥V o 5 a5 5 b Sl candlas ol s
ased 1)L OF gamlis 5 CML Ol s 4 Sl
O Sl e LI Olgaal e 53 (sl 310
(I edalie CML 5 POY 05 VY 0508 (,M?é)ygg

s s oS85 bls a3l Sl &S (g5 &

&

S
SediS Hlge 05 5o g b ) S 0l
35 el S A 4 e &S Ll e s
05 (0) 555 oo Lol o a4 jlhlie ciulg o
) sy s GeS S e 5SS Ol 4 POY
S e 53 Gose 28 WPV 55055 3
35 L G sl GLA L s sl
Lol Jol sla i o fealy o Joho o5 %
05 F Goslems 03551 ;3 VY 034S (5 Q) &S s
s SAS IS 5 ST by 5o b sl POY
s m 5 o3l T s sl an e oS 2
> LPOY gl dse 5 (S Dk, 45 550 0
Aad g s AT Ll
Sl LBl 3 L POY 03 Ul (sl W
i SIS S oS I s e e il
Y V=A) 3l 5T G (6 2eS Ul
& ladllas 5l golaas casly ol Wbl
POY 05 53 VY 058 iy o LI sl
o ool Ol s 31 ol gl sl 4 Dl Jl
3 oben S i LPOY O s g ol
ador 51 Sl a0 s 51 ok 3 W SRS
Ol Ol sk Jod o 050 A sk (o)
s Ol 5 05358 p s S 50T 5 s Ol e

() Sl s e

WAF 515 0 plga axin /P ol / YT Jlo— Olgiool SKo 5 0uSKiils ales \eYP

WWW.Mmui.ac.ir



OIS 9 (Su yaicus CANSIS (Suge Sy

Sl g s S Sllas 4 3L CML
VY 0548 b ypo L a5 ) ol (6 S et
23 N e S Ol a4 ol (Kes POY 05
Py Olgiol 3 s A ghe o s} O s
O (pdigy g ey Dlallls 3z cnl L os st

S1oy8 g K5
GoISiils ujl_i:iz? le—ﬁcj—lﬁ Sls—d o y—as
Shib e Olgiol (Sl psle idls Sy
ée.kg_.i.;\b szjjﬁ GK.;..LLA‘)T rj:?r-" ULS)lS LSA':'LS

bll; b b opl el oy LS (S5

oo wslie canusl s POY 03 VY soslads 08

Sl sl ol o CML «

Wkl S 4 S plosil gl =35 50 Sladllas o
G555 o Suls e LU 50 (F) e 5 (VF)
i olslie CML Sl o 5 s/ ods
ol Jipm osiS 53 (Bl i S J s
(YV) i

0SS lacmer 3 T sla Syl 3
byl sl oS Gk ol sdd 5158 sl
LSS ol (goutomte VL oY (6 ol Comar ol
Ml a1 o3l P13 2V Olee Ll
53 0T L aglie 3 S ams e 55 ods

ST Y I O [ ] JC o WO R A I PYGHPO

R Jos 4 Sls,08 5 S

References

1

Yan YL, Han F, Tan WM, Wu CP, Qin X.
Association between the MDM2 T309G
polymorphism and leukemia risk: a meta-

analysis. Asian Pac J Cancer Prev 2014; 15(16):

6767-72.

Kochethu G, Delgado J, Pepper C, Starczynski
J, Hooper L, Krishnan S, et al. Two germ line
polymorphisms of the tumour suppressor gene
p53 may influence the biology of chronic
lymphocytic leukaemia. Leuk Res 2006; 30(9):
1113-8.

van den Broek EC, Kater AP, van de Schans
SA, Karim-Kos HE, Janssen-Heijnen ML,
Peters WG, et al. Chronic lymphocytic
leukaemia in the Netherlands: trends in
incidence, treatment and survival, 1989-2008.
Eur J Cancer 2012; 48(6): 889-95.

Liu YC, Hsiao HH, Yang WC, Liu TC, Chang
CS, Yang MY, et al. MDM2 promoter
polymorphism and p53 codon 72 polymorphism
in chronic myeloid leukemia: the association
between MDM2 promoter genotype and disease
susceptibility, age of onset, and blast-free
survival in chronic phase patients receiving
imatinib. Mol Carcinog 2014; 53(12): 951-9.
Mandal RK, Yadav SS, Panda AK. No evidence

Slaasly ol sy b ol sls (YASYY) ol S

of correlation between p53 codon 72 G > C
gene polymorphism and cancer risk in Indian
population: a meta-analysis. Tumour Biol 2014;
35(9): 8607-13.

6. Xiong X, Wang M, Wang L, Liu J, Zhao X,
Tian Z, et al. Risk of MDM2 SNP309 alone or
in combination with the p53 codon 72
polymorphism in acute myeloid leukemia. Leuk
Res 2009; 33(11): 1454-8.

7. Dong HJ, Fang C, Wang L, Fan L, Xu J, Wu JZ,
et al. TP53 Pro72 allele potentially increases the
poor prognostic significance of TP53 mutation
in chronic lymphocytic leukemia. Med Oncol
2014; 31(4): 908.

8. Majid A, Richards T, Dusanjh P, Kennedy DB,
Miall F, Gesk S, et al. TP53 codon 72
polymorphism in patients with chronic
lymphocytic leukaemia: identification of a
subgroup with mutated IGHV genes and poor
clinical outcome. Br J Haematol 2011; 153(4):
533-5.

9. Wang C, Wang X. The role of TP53 network in
the pathogenesis of chronic lymphocytic
leukemia. Int J Clin Exp Pathol 2013; 6(7):
1223-9.

10. Barnabas N, Shurafa M, Van Dyke DL, Wolman

Yo WAF 515 0 plga azin FFe ojlad / Y Jlo— Olghonl Ko 5 0uSCails dles

WWW.Mmui.ac.ir



OylSad 9 ($u yaicus CANSIS (Suge Sy

SR, Clark D, Worsham MJ. Significance of p53
mutations in patients with chronic lymphocytic
leukemia: a sequential study of 30 patients.
Cancer 2001; 91(2): 285-93.

11.Hu Y, McDermott MP, Ahrendt SA. The p53
codon 72 proline allele is associated with p53
gene mutations in non-small cell lung cancer.
Clin Cancer Res 2005; 11(7): 2502-9.

12.Bloehdorn J, Langer Ch, Dohner H, Zenz T,
Stilgenbauer S. P53 and microRNAs in chronic
lymphocytic leukemia. Journal of Nucleic Acids
Investigation 2010; 2: e8.

13.Lahiri O, Harris S, Packham G, Howell M. p53
pathway gene single nucleotide polymorphisms
and chronic lymphocytic leukemia. Cancer
Genet Cytogenet 2007; 179(1): 36-44.

14.Chang FH, Tzeng DS, Lee TM, Chen TC, Hsu
LS, Lung FW. Mutations in the p53 tumor
suppressor gene in colorectal cancer in Taiwan.
Kaohsiung J Med Sci 2003; 19(4): 151-8.

15.Santos AM, Sousa H, Portela C, Pereira D,
Pinto D, Catarino R, et al. TP53 and P21
polymorphisms: response to
cisplatinum/paclitaxel-based chemotherapy in
ovarian cancer. Biochem Biophys Res Commun
2006; 340(1): 256-62.

16.Cao Z, Song JH, Park YK, Maeng EJ, Nam SW,
Lee JY, et al. The p53 codon 72 polymorphism
and susceptibility to colorectal cancer in Korean
patients. Neoplasma 2009; 56(2): 114-8.

17.Zhang J, Zhuo WL, Zheng Y, Zhang YS.
Polymorphisms of TP53 codon 72 with prostate
carcinoma risk: a meta-analysis. Med Oncol
2010; 27(2): 540-6.

18.Aoki MN, da Silva do Amaral Herrera AC,
Amarante MK, do Val Carneiro JL, Fungaro
MH, Watanabe MA. CCR5 and p53 codon 72
gene polymorphisms: implications in breast
cancer development. Int J Mol Med 2009;
23(3): 429-35.

19.Mahasneh AA, Abdel-Hafiz SS. Polymorphism
of p53 gene in Jordanian population and
possible associations with breast cancer and
lung adenocarcinoma. Saudi Med J 2004,
25(11): 1568-73.

20.Fan R, Wu MT, Miller D, Wain JC, Kelsey KT,
Wiencke JK, et al. The p53 codon 72
polymorphism and lung cancer risk. Cancer
Epidemiol Biomarkers Prev 2000; 9(10):
1037-42.

oo wslie canusl s POY 03 VY soslad o 08

21.Suzuki K, Matsui H, Ohtake N, Nakata S, Takei
T, Nakazato H, et al. A p53 codon 72
polymorphism associated with prostate cancer
development and progression in Japanese. J
Biomed Sci 2003; 10(4): 430-5.

22.Dastjerdi MN. TP53 codon 72 polymorphism
and P53 protein expression in colorectal cancer
specimens in Isfahan. Acta Med lIran 2011;
49(2): 71-7.

23.Nikbakht Dastjerdi M, Mirmohammad Sadeghi
H. TP53 codon 72 heterozygosity may promote
microsatellite instability in sporadic colorectal
cancer. Cell J Yakhteh 2010; 12(1): 25-32.

24.Nikbahkt Dastjerdi M, Salehi M, Mohajeri MR,
Morsali F, Mirmohammad Sadeghi H,
Esfandiary E. Evidence for an association of
TP53 codon 72 polymorphism with sporadic
colorectal cancer risk in Isfahan. J Res Med Sci
2008; 13(6): 317-23.

25.Nikbakht Dastjerdi M, Hasanzadeh M, Talebi
A, Akbari M. Investigation of P53 codon 72
polymorphism in patients with nonmelanoma
skin cancers in Isfahan. J Isfahan Med Sch
2011; 29(141): 679-84. [In Persian].

26.Bergamaschi G, Merante S, Orlandi E, Galli A,
Bernasconi P, Cazzola M. TP53 codon 72
polymorphism in patients with chronic myeloid
leukemia. Haematologica 2004; 89(7): 868-9.

27.Hamu CS, Oliveira MVP, Silva AMTC, Cruz
AD. Codon 72 polymorphism of the TP53 gene
in patients suspected to have CML. Rev Bras
Hematol Hemoter 2007; 29(4): 346-50.

28.Nikbakht Dastjerdi M, Eslami Farsani B,
Abutorabi R, Salehi R, Sanei MH. Analysis of
TP53 codon 72 gene polymorphism in patients
with endometriosis in Isfahan. J Isfahan Med
Sch 2011; 29(157): 1327-34. [In Persian].

29.Beckman G, Birgander R, Sjalander A, Saha N,
Holmberg PA, Kivela A, et al. Is p53
polymorphism maintained by natural selection?
Hum Hered 1994; 44(5): 266-70.

30.Lu XM, Zhang YM, Lin RY, Liang XH, Zhang
YL, Wang X, et al. p53 polymorphism in human
papillomavirus-associated Kazakh's esophageal
cancer in Xinjiang, China. World J
Gastroenterol 2004; 10(19): 2775-8.

31.Nikbakht Dastjerdi M. Investigation of p53
codon 72 polymorphism in patients with acute
myeloid leukemia in Iran. Sci J Iran Blood
Transfus Organ 2015; 12(1): 13-23.

WAF 515 0 plga axin /P ol / YT Jlo— Olgiool SKo 5 0uSKiils ales (B

WWW.Mmui.ac.ir



Journal of |sfahan Medical School Received: 19.02.201

Voal. 33, No. 340, 4" Week, August 2015 Accepted: 24.06.201

Investigating the p53 Codon 72 Polymorphism in Patients with Chronic
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Mehdi Nikbakht-Dastjerdi Phb) Fatemehsadat MirabutalébZeinab Ebrahinii

Short Communication
Abstract

Background: The p53 tumor suppressor gene plays important imolgenomic stability. A common
polymorphism at codon 72 in the p53 gene has beeacated with increased risk for lung, oral,
prostate, breast and colorectal cancers. Sevgraitechave noted racial differences in the prevaden
of p53 genotypes at the codon 72 in certain catyges. We studied this polymorphism in patients
with chronic myeloid leukemia in Isfahan, Iran.

Methods: We undertook a case-control study to examine thesiple associations of the TP53

variants Arg4Pro at codon 72 with the risk of clicomyeloid leukemia. 41 whole blood specimens
from healthy people as controls and 41 bone maspecimens from patients with chronic myeloid

leukemia from the city of Isfahan were analyze® p&don 72 genotypes were identified using allele-
specific polymerase chain reaction. The gatheréadare analyzed using chi-squared test.

Findings: The genotype distribution for p53 polymorphism wkss9, 51.2 and 4.9 percent for the
Arg/Arg, Arg/Pro and Pro/Pro genotypes, respecgyival control samples; and, 31.7, 46.3 and 22
percent for mentioned genotypes, respectively imomit myeloid leukemia specimens. The
differences in the distribution of p53 codon 72ypabrphism between the cases and controls were
statistically significant (P = 0.023).

Conclusion: The findings of the present study indicate thad pbdon 72 polymorphism may be a
genetic factor in chronic leukemia developmentdfathan. However, further studies are needed in
order to elucidate the role of p53 codon72 polyrh@mm in chronic myeloid leukemia.
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