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Mast Cells and p53 Expression
in Psoriasis Vulgaris

AABBSS  TTRRAACCTT  OObb  jjeecc  ttii  vvee::  Pso ri a sis vul ga ris is a chro nic inf lam ma tory T-cell me di a ted im mu ne der-
ma to sis cha rac te ri zed by a high epi der mal cell tur no ver, which re sults in a typi cal epi der mal hy-
perp la si a. The aim of this study is to show the cor re la ti on bet we en p53 pro te in ac cu mu la ti on that
pro vi des epi der mal hyper pro li fe ra ti on and mast cell co unt in the pat ho ge ne sis of pso ri a sis vul ga -
ris. MMaa  ttee  rrii  aall  aanndd  MMeett  hhooddss::  In this study, punch bi op si es from 56 pso ri a sis ca ses ha ve be en eva lu -
a ted. The pre sen ce of mast cells in with me tac hro ma tic gra nu les are with 1% to lu i din blu e sta in
so lu ti on has be en in ves ti ga ted. In ad di ti on, mast cells that show im mu no re ac ti ons to “mast cell
trypta se ” an ti body ha ve be en ob ser ved and pro por ti on of p53 sta i ning in epi der mal ke ra ti nocy tes
has be en de ter mi ned. RRee  ssuullttss::  In pso ri a sis ca ses, mast cells co unt (me an) and pro por ti on of p53 sta -
i ning (me an) were 69.3 ± 21.5/mm2 and 602.3 ± 192.1 respectively, in the gro up wit ho ut any tre -
at ment (n: 20); 57.1 ± 27.5/mm2 and 373.1 ± 193.6 respectively in the gro up tre a ted with pso la ren
plus UVA ra di a ti on (n: 36). In the con trol gro up, it was de mons tra ted that mast cells co unt was 74.6
± 25.9/mm2 (me an) and pro por ti on of p53 sta i ning was 176.4 ± 109.2 (me an). No cor re la ti on has
be en fo und bet we en mast cell co unt and pro por ti on of p53 sta i ning in pso ri a sis gro ups. Ho we ver,
a mo de ra te cor re la ti on (r= 0.30 P< 0.05) has be en fo und bet we en mast cell co unt and pro por ti on
of p53 sta i ning in the con trol gro up. CCoonncc  lluu  ssii  oonn::  Sin ce the cor re la ti on ob ta i ned bet we en mast cell
num ber and pro por ti on of p53 sta i ning in the he althy skin was not observed pso ri a sis ca ses, it can
be tho ught that the se va ri ab les ta ke part in different pathways of pathogenesis.

KKeeyy  WWoorrddss::  Pso ri a sis; mast cells; p53 pro te in (325-355) 

ÖÖZZEETT  AAmmaaçç::  Pso ri a zis vul ga ris, yük sek epi der mal hüc re yı kı mı ile ka rak te ri ze, ti pik epi der mal hi -
perp la zi ile so nuç la nan kro nik inf la ma tu ar T hüc re ba ğım lı bir der ma toz dur. Bu ça lış ma nın ama cı,
pso ri a zis vul ga ris pa to ge ne zin de yer alan mast hüc re sa yı sı ile epi der mal hi per pro li fe ras yo nu sağ -
la yan p53 pro te in bi ri ki mi ara sın da ki ko re las yo nu gös ter mek tir. GGee  rreeçç  vvee  YYöönn  tteemm  lleerr::  Bu ça lış ma -
da 56 pso ri a zis vul ga ris va ka sı na ait punch bi yop si ma ter ya li de ğer len di ril miş tir. Yüzde birlik
to lu i din ma vi si ile bo ya nan me tak ro ma tik gra nül ler içe ren mast hüc re le rin var lı ğı araş tı rıl mış tır.
İla ve ola rak, mast hüc re trip taz an ti ko ru ile re ak si yon ve ren mast hüc re le ri in ce len miş ve epi der -
mal ke ra ti no sit ler de ki p53 bo yan ma ora nı sap tan mış tır. BBuull  gguu  llaarr::  Pso ri a zis ol gu la rın da, or ta la ma
mast hüc re sa yı sı ile or ta la ma p53 bo yan ma ora nı, sı ra sıy la te da vi al ma yan grup ta (n: 20), 69.3 ±
21.5/mm2 ve 602.3 ± 192.1, pso la ren+ UVA rad yas yon te da vi si alan grup ta (n: 36), 57.1 ± 27.5/mm2

ve 373.1 ± 193.6 ola rak bu lun muş tur. Kon trol gru bun da ise, or ta la ma mast hüc re sa yı sı nın 74.6 ±
25.9/mm2 ve or ta la ma p53 bo yan ma ora nı nın 176.4 ± 109.2 ol du ğu göz len miş tir. Pso ri a zis grup la -
rın da mast hüc re sa yı sı ile p53 bo yan ma ora nı ara sın da ko re las yon bu lun ma mış tır. Bu nun la be ra -
ber, kon trol gru bun da mast hüc re sa yı sı ile p53 bo yan ma ora nı ara sın da or ta de re ce de bir ko re las yon
ol du ğu (r= 0.30 P< 0.05) bu lun muş tur. SSoo  nnuuçç::  Sağ lık lı cilt ör nek le rin de ki mast hüc re sa yı sı ile p53
bo yan ma ora nı ara sın da tes pit edi len ko re las yo n, pso ri az is ol gu la rın da ge çer li ol ma dı ğın dan, bu de -
ğiş ken le rin pso ri a zis vul ga ris pa to ge ne zin de ki di ğer yo lak lar da yer al dı ğı dü şü nü le bi lir.

AAnnaahh  ttaarr  KKee  llii  mmee  lleerr:: Pso ri a zis; mast hüc re le ri; p53 pro te i ni (325-355)
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so ri a sis vul ga ris is a com mon pa pu los qu a -
mo us chro nic inf lam ma tory T-cell me di a ted
im mu ne re lap sing der ma to sis cha rac te ri zed

by high epi der mal cell tur no ver which re sults in a
typi cal epi der mal hyperp la si a. It is a comp lex di se -
a se in which nu me ro us ab nor mal fin dings ha ve
be en re por ted.1-8 Ho we ver, the pri mary al te ra ti -
on is unk nown. It is pos sib le that dif fe rent eti o lo -
gi c factors may ini ti a te pso ri a sis in ge ne ti cally
sus cep tib le in di vi du als.5,8,9 Di sor ders of ke ra ti -
nocy te pro li fe ra ti on, dif fe ren ti a ti on, inf lam ma ti -
on and im mu ne dysre gu la ti on are the ma jor
fac tors imp li ca ted in the pat ho ge ne sis of pso ri a sis
vul ga ris.1-5,8

T-cell clo nes obtained from pso ri a tic skin le si -
ons had the se lec ti ve ca pa city of en han cing the
pro li fe ra ti on of ke ra ti nocy tes in vit ro. The se T-cells
are the func ti o nal link bet we en ge ne tic pre dis po si -
ti on and mic ro bi al in fec ti on in pso ri a sis. The ex-
ces si ve ke ra ti nocy te pro li fe ra ti on ref lects mic ro bi al
ex pul si on. Mast cells are al so known to ha ve a pi v-
o tal po si ti on in bac te ri al de fen se re ac ti ons.1,7 The
clo se in te rac ti on of mast cells with T cells has be -
en shown in se ve ral stu di es.10

Mast cells are mo no nuc le ar, nonp ha gocy tic,
gra nu lar and im mu ne-ef fec tor cells fo und in va ri -
o us or gans inc lu ding the gas tro in tes ti nal tract,
lungs and skin. Der mal in fil tra te of the pso ri a sis
con sists lympho mo no nuc le ar cells and mast
cells.1,7,11-13 Re cent stu di es ha ve shown that mast
cells may play a ro le in the pat ho ge ne sis of pso ri a -
sis.2,4,5 The se stu di es car ri ed on by using an ti body
“mast cell trypta se ” and “to lu i din blu e sta i n” that
are spe ci fic for mast cell de ter mi na ti on, conc lu ded
that the se cells were in cre a sed in pso ri a sis.1-4,14

p53 pro te in is a trans crip ti on fac tor and an im-
por tant re gu la tor for cell cycle.8,15-18 Pro li fe ra ti on
of ke ra ti nocy tes is res tric ted by apop to tic cell de ath
to ma in ta in a cons tant epi der mal thick ness.1,8 Ot -
her in ves ti ga ti ons de mons tra ted that p53 pro te in
was a re gu la tory fac tor in cell pro li fe ra ti on.15 p53
has al so be en fo und to be po si ti ve in pso ri atic le si -
ons by im mu no his toc he mi cal sta i ning.8,16,17 The
ori gin of the p53 ex pres si on has be en pro po sed to
be the fast pro li fe ra ti on of the epi der mis.16

The aim of this study is to in ves ti ga te the re la -
ti ons hip bet we en two se pa ra te pro ces ses, each as-
su med to be a part of the pat ho ge ne sis of pso ri a sis
vul ga ris. The se two pro ces ses are p53 pro te in ac cu-
mu la ti on in epi der mal ke ra ti nocy tes that pro vi des
epi der mal hyper pro li fe ra ti on, and an in cre a se in
mast cell co unt of the der mis. We pro po sed that
the re was a cor re la ti on bet we en the se distinct
events.

MA TE RI AL AND MET HODS 

CA SES AND BI OP SI ES

This study was de sig ned as a ret ros pec ti ve study in-
c lu ding punch bi op si es from 56 ca ses with chro nic
type of pso ri a sis vul ga ris di ag no sed in Pat ho logy
De part ment of Zon gul dak Ka ra el mas Uni ver sity,
Fa culty of Me di ci ne, in fi ve ye ars. The di ag no sis of
chro nic type of pso ri a sis vul ga ris cha rac te ri zed by
well-cir cums cri bed ery the ma to us patc hes with a
sil very whi te sca le was con fir med by cli ni cal and
his to pat ho lo gic fe a tu res. His to pat ho lo gic fe a tu res
con sisted of pa ra ke ra to sis, ort ho ke ra to sis, hyper -
ke ra to sis, re gu lar acant ho sis, elon ga ti on of the epi-
der mal re te rid ges, elon ga ti on and thin ning of the
sup ra pa pil lary epi der mis and ede ma of the der mal
pa pil la e, and lymphocy tic cell in fil tra ti on sur ro un -
ding the ca pil la ri es. The se ca ses we re as sig ned ran-
domly in two gro ups. Gro up I con sis ted of 20 ca ses
(35.7%) wit ho ut any tre at ment. Gro up II con sis ted
of 36 ca ses (64.3%) and they had be en tre a ted by
pso la ren plus UVA ra di a ti on (PU VA). He althy skin
samp les of 56 ca ses we re used as the con trol gro up.
Con trol skin samp les we re col lec ted from the ca -
ses who se skin bi op si es were per for med for in ves -
ti ga ti on of der mal tu mors, es pe ci ally from the
mar gins of the wi de ex ci si ons disp la ying no evi -
den ce of tu mor.2

HIS TOC HE MI CAL AND 
IM MU NO HIS TOC HE MI CAL ANALY SES

The cross-sec ti ons of for ma lin-fi xed and pa ra fin-
em bed ded tis su e samp les were investigated for the
pre sen ce of mast cells in which the gra nu les were
sta i ned me tac hro ma tic with 1% to lu i din blu e so lu-
ti on (pH 4.00). To con firm the mast cell co unt and
to re du ce the tech ni cal sta i ning prob lems an ad di -
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ti o nal im mu no his toc he mi cal sta i ning was per for -
med. “Mast cell trypta se ” mo u se mo noc lo nal an ti -
body (Clo ne AA1, Lab Vi si on, CA, USA) sta i ning
was per for med at a di lu ti on of 1:200 by strep ta vi -
din-bi o tin pe ro xi da se tech ni qu e to de no te mast
cells. The num ber of re ac ti ve cells we re co un ted
in 10 high po wer fi elds (HPF) (five su be pi der mal,
three mid-der mal, two de ep-der mal zo nes) (Le i ca
mic ros co pe, Ger many, x10 ocu lar, x40 ob jec ti ve; 1
HPF= 0.25 mm2) 2 in or der to ob ser ve the mast cell
in ten sity in punch bi opsy spe ci mens. The me an
mast cells num ber was cal cu la ted. p53 po si ti vity
(num ber of po si ti ve nuc le ar cells/1000) in epi der -
mal ke ra ti nocy tes was de ter mi ned by using the sa -
me im mu no his toc he mi cal met hod. The pri mary
p53 pro te in mo u se mo noc lo nal an ti body (Clo ne
DO-7, Ne o mar kers, CA, USA) in this study was
used at a di lu ti on of 1:100. 

STA TIS TI CAL ANALY SES

The re sults of study we re sta tis ti cally analy zed
using SPSS 11.0 (SPSS Inc., Chi ca go, Ill) sta tis ti cal
pac ka ge prog ram. The des crip ti ve da ta we re gi ven
as me an ± stan dard de vi a ti on. Krus kall-Wal lis
analy sis of va ri an ce was used to de ter mi ne any dif-
fe ren ces among the gro ups. Mann-Whit ney U test
was used to com pa re two gro ups. P va lu es of <0.05
we re con si de red as sta tis ti cally sig ni fi cant. The cor-
re la ti on bet we en me an mast cell co unt and me an
p53 po si ti vity was analy zed by Spe ar man’s and Pe -
ar son’s cor re la ti on tests. 

RE SULTS
Gro up I con sis ted of 14 (70.0%) fe ma les and six
(30.0%) ma les with a me an age of 39.5 ± 15.4 years
(ran ge: mi ni mum 6-ma xi mum 63). Gro up II con-
sis ted of 17 (47.2%) fe ma les and 19 (52.8%) ma les
with a me an age of 42.2 ± 13.5 years (ran ge: mi ni -
mum 12-ma xi mum 68). Con trol gro up con sis ted of
31 (55.4%) fe ma le and 25 (44.6%) ma le ca ses with
a me an age of 41.2 ± 14.1 years (ran ge: mi ni mum 6-
ma xi mum 68).

MAST CELL CO UNTS

As the me an mast cells num ber ob ser ved eit her by
his toc he mi cal or im mu no his toc he mi cal met hod
was to o clo se to each ot her, only one cal cu la ted

me an num ber was do cu men ted. The me an mast
cells co unts en co un te red in each gro up are presen -
ted in Tab le 1. Nu me ro us deg ra nu la ted mast cells
we re ob ser ved in the pa pil lary der mis of the pso ri -
a sis gro ups (Fi gu re 1). The num ber of the mast cells
was more in the con trol gro up (Fi gu re 2). The re
we re sig ni fi cant dif fe ren ces bet we en thre e gro ups,
with re gard to mast cell co unts (P= 0.006). Whi le
no sta tis ti cally sig ni fi cant dif fe ren ce was de ter mi -
ned bet we en con trol gro up and gro up I (P> 0.05);
the re we re sig ni fi cant dif fe ren ces bet we en con trol
gro up and gro up II (P= 0.002), and, gro up I and gro -
up II (P= 0.045). The me an number of mast cells
was sig ni fi cantly lo wer in gro up II when com pa -
red with con trol gro up (Tab le 1). 

p53 PRO POR TI ON

Me an p53 po si ti vity en co un te red in each gro up is
presen ted in Tab le 1. In ten se p53 pro te in ex pres si on
was de tec ted in ke ra ti nocy tes of the acant ho tic pso-
ri a tic epi der mis whe re as p53 pro te in po si ti ve ke ra -
ti nocy tes we re ob ser ved only in the ba sal la yer of
the nor mal epi der mis of the con trol gro up (Fi gu re
3). The me an p53 pro por ti on was sig ni fi cantly hig -
her in gro up I and gro up II when com pa red to the
con trol gro up. The me an p53 po si ti vity was sig ni fi -
cantly lo wer in gro up II when com pa red to gro up I
(Tab le 1). The re we re sig ni fi cant dif fe ren ces bet we -
en thre e gro ups with re gard to me an p53 po si ti vity
(P= 0.001).  The re we re al so sig ni fi cant dif fe ren ces
bet we en con trol gro up and gro up I, con trol gro up
and gro up II, and, gro up I and gro up II (P= 0.001).

COR RE LA TI ON OF MAST CELL NUM BERS AND 
p53 PRO POR TI ON

The re was no sig ni fi cant cor re la ti on bet we en me -
an mast cell co unts and me an p53 po si ti vity e it her
in gro up I or in gro up II. On the con trary, a mo de -
ra te cor re la ti on was fo und in con trol gro up re gar -
ding me an mast cells co unt and me an p53 po si ti vity
(r= 0.30 P< 0.05). 

DIS CUS SI ON
Pso ri a sis vul ga ris is a com mon  be nign  hyper pro -
li fe ra ti ve  di sor der  of  the  skin which af fects
ap pro xi ma tely 2% of the po pu la ti on.9,18-21 It is his -
to pat ho lo gi cally cha rac te ri zed by pa ra ke ra to sis,
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hyper ke ra to sis, re gu lar acant ho sis, elon ga ti on of the
epi der mal re te rid ges, elon ga ti on and ede ma of the
der mal pa pil la e, and lymphocy tic cell in fil tra ti -
on.11,21-23 This was al so con fir med in our study. Pso-

ri a sis usu ally runs a chro nic co ur se alt ho ugh spon ta -
ne o us or tre at ment-in du ced re mis si ons may oc cur.5

Two ma jor pat ho lo gi cal steps exist in pso ri a -
sis vul ga ris: Epi der mal hyper pro li fe ra ti on with
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FIGURE 2: Mast cells in control group. Immunohistochemical staining of mast cell tryptase (B-SA, DAB, x400) (a) and histochemical staining of 1% toluidine blue
(pH 4.00) (b).

Control group Group I Group II

(n= 56) (n= 20) (n= 36) pa pb pc

Mast cells/mm2

Mean ± SD 74.6 ± 25.9 69.3 ± 21.5 57.1 ± 27.5 >0.05 0.002 0.045

p53 positivity

Mean ± SD 176.4 ± 109.2 602.3 ± 192.1 373.1 ± 193.6 0.001 0.001 0.001

TABLE 1: Total number of mast cells and p53 proportion in skin biopsies.

SD: Standard deviation.

pa: Comparison of control group and group I.

pb: Comparison of control group and group II.

pc: Comparison of group I and group II.

FIGURE 1: Mast cells in psoriasis vulgaris. Immunohistochemical staining of mast cell tryptase in group I (B-SA, DAB, x400) (a) and histochemical staining of
1% toluidine blue (pH 4.00) in group II (b). 



ab nor mal dif fe ren ti a ti on, and inf lam ma tory in fil -
tra ti on of epi der mis and der mis.1-4,19,22,23 Inf lam -
ma ti on is pro mi nent whe re as hyper pro li fe ra ti on
is less cons pi cu o us in erup ti ve gut ta te pso ri a sis.
Mar ked epi der mal thic ke ning and a less pro mi -
nent inf lam ma tory com po nent are the ma in cha -
rac te ris tics of chro nic pla qu e-type pso ri a sis.3 All of
the ca ses en rol led in to our study we re chro nic pla -
qu e-type pso ri a sis, having less inf lam ma tory com-
po nent and mar ked hyper pro li fe ra ti on.

Re cently, a no vel pat ho ge ne tic con cept has be -
en ga i ning importance which exp la ins pso ri a sis as
an im mu no lo gi cally me di a ted di sor der and at tri -
bu tes the ac ti va ti on of T cells in the skin with an
im por tant ro le in pso ri a sis ma ni fes ta ti on.7 The re -
fo re, hyper res pon si ve ness of pso ri a tic ke ra ti nocy tes
to growth-pro mo ting sig nals from T cells was sug-
ges ted to con tri bu te to epi der mal hyperp la si a.6 We
de sig ned this study to test the hypot he sis abo ut the
pos si bi lity of a cor re la ti on bet we en the se two ma -
jor pat ho lo gi cal steps that ta ke pla ce in the pat ho -
ge ne sis of pso ri a sis vul ga ris. In this study, me an
mast cell co unts in der mis and p53 pro te in ac cu -
mu la ti on in epi der mal ke ra ti nocy tes of pso ri a sis
vul ga ris we re eva lu a ted.

Mast cells are ca pab le of re le a sing a wi de ran -
ge of fac tors that re gu la te the inf lam ma tory pro cess
in skin di sor ders inc lu ding pso ri a sis.1,3,11-13,21 The se
in di ca te a po ten ti al ini ti a tor ro le of mast cells in the
pat ho ge ne sis of pso ri a sis.1,13 Mast cell-me di a ted vas-
cu lar al te ra ti on is sug ges ted to play a ro le in the de-
ve lop ment of pso ri a sis.4,12,13 Mast cell num bers of
in vol ved pso ri a tic skin le si on are sig ni fi cantly in-
cre a sed in the up per der mis as com pa red to nor mal
skin,2-5,10-12 early le si ons or Ko eb ner phe no me non-
in du ced le si ons are al so as so ci a ted with in cre a sed
mast cell num bers.4,10,13 Ya ma mo to et al.4 sho wed
that mast cells we re in cre a sed in num ber in the skin
le si on of eight pa ti ents with pso ri a sis vul ga ris com-
p la i ning itc hing (56.3 ± 22.3), whe re as the mast cell
num bers disp la yed no in cre a se in skin le si ons of 12
pa ti ents with pso ri a sis vul ga ris having no itc hing
comp la int (31.5 ± 10.3). Oz da mar et al.2 fo und that
the num ber of mast cells re ac ted po si ti vely with to -
lu i din blu e was sig ni fi cantly hig her in pso ri a tic skin
le si on when com pa red to the con trols. In the pre s-

ent study, the re was not any in cre a se in the me an
mast cell co unts of pso ri a tic ca ses, thus our study
was not ab le to con firm pre vi o us fin dings. In ad di -
ti on, con trol skin bi op si es de mons tra ted sig ni fi -
cantly ele va ted mast cell co unts when com pa red to
pso ri a tic skin le si ons. Deg ra nu la ted mast cells we re
ob ser ved in the up per der mis of pso ri a tic skin le si -
ons in the pre sent study, as it was re por ted in the
li te ra tu re.1,2,4,10,12 In ad di ti on, bi op si es in our gro up
I and gro up II pso ri a tic ca ses de mons tra ted in cre a -
sed me an mast cell co unts (69.3 ± 21.5; 57.1 ± 27.5)
when com pa red to the study of Ya ma mo to et al.4

Skin bi op si es in our con trol gro up disp la yed a hig -
her me an mast cell co unt (74.6 ± 25.9) when com-
pa red to Ji ang et al (47.5 ± 32.5).11

It has be en shown that mast cell den sity in cre -
a ses with the on set of cli ni cally vi sib le le si ons, and
this hig her den sity re ma ins ele va ted as long as the
inf lam ma ti on per sists. Tre at ment re gi mens for pso-
ri a sis are known to subs tan ti ally re du ce mast cell
num bers at le si o nal si tes as the reg res sed pla qu es.10,11

This was al so ob ser ved in our study. The re was a
par ti al re duc ti on of mast cell num bers at the si te of
reg res sed pso ri a tic le si ons.3,11 Gro up II of our study
supported this li te ra tu re fin ding abo ut the reduction
of me an mast cell co unt. Smaller mast cell co unts de-
no ted in gro up I and II pso ri a sis vul ga ris ca ses when
com pa red to the con trol gro up sug gested that the se
we re not the early sta ge le si ons of pso ri a sis vul ga ris,
but a chro ni cal type of le si on that reg res sed with di-
mi nis hed inf lam ma tory com po nent. 

Ke ra ti nocy tes can ex press Fas, FasL, tu mor
nec ro sis fac tor re cep tor (TNFR), TNF-α and p53.24

The ex pres si on and cel lu lar lo ca li za ti on of p53 pro-
te in in hu man epi der mis and ke ra ti nocy tes are po -
orly un ders to od.15-17,25 Pre vi o us stu di es sho wed that
p53 pro te in was pre sent at low le vels in nor mal
cells.15-17 p53 mu ta ti ons ha ve be en de mos tra ted in
sun-ex po sed but his to lo gi cally nor mal-lo o king epi-
der mis in cha rac te ris tic com pact patc hes of p53 
im mu no po si ti ve ke ra ti nocy tes.16,17,25-27 One exp la -
na ti on for this en tity was that in pso ri a sis, in cre a -
sed ke ra ti nocy te pro li fe ra ti on was as so ci a ted with
in cre a sed pro to-on co ge ne ex pres si on le vel, and the
de li very of cell ac ti va ti on sig nals vi a cer ta in on co -
ge nes such as c-myc could si mul ta ne o usly sti mu la -
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te pro li fe ra ti on and apop to sis.15,17,18,23,27 The re fo re
ul tra vi o let ra di a ti on type B (UVB)-in du ced apop-
to sis can be me di a ted by eit her the Fas or the p53
path ways.24 In duc ti on of apo p to sis in epi der mal ke -
ra ti nocy tes ap pe ars to be the mec ha nism res pon -
sib le for the in vo lu ti on of the pso ri a tic hyperp la si a
that fol lows PU VA.5 

Our study rep ro du ced the li te ra tu re da ta abo ut
the cytop las mic and nuc le ar re ac ti vity in ba sal ke ra -
ti nocy tes and ex pres si on of cytop las mic pro te in
thro ug ho ut the epi der mis in pso ri a sis with p53 pro-
te in. A co up le of stu di es disc lo sed an in cre a se in cel-
lu lar pro li fe ra ti on in pso ri a tic le si ons using p53
pro te in ex pres si on.15,16,18,27 The pre sent study is con-
cor dant with the se fin dings. Han nuk se la-Svahn et
al.16 re por ted that the num ber of p53 po si ti ve ke ra ti -
nocy tes in cre a sed in half of the pa ti ents in pso ri a tic
le si ons and in 75% of the non-le si o nal skin samp les
af ter PU VA. In our study, we fo und sig ni fi cant in-
cre a se in p53 im mu no re ac ti vity both in gro up I and
gro up II pso ri a sis ca ses when com pa red to the con-
trol gro up. We sug gest that the re duc ti on in p53 im-
mu no re ac ti vity in gro up II when com pa red to that
of gro up I may be the re sult of the PU VA tre at ment. 

Pso ri a sis is a chro nic inf lam ma tory skin di sor -
der that is cur rently not cu rab le. Many treatment
modalities exist, but the di se a se is of ten re sis tant to

tre at ment. The re lap ses are fre qu ent on ces sa ti on
of me di ca ti on. Alt ho ugh the ca u se of pso ri a sis is
still unk nown, comp lex in te rac ti ons bet we en al te -
red ke ra ti nocy te pro li fe ra ti on and im mu ne dysre -
gu la ti on are ac cu sed.12,14,19 Both cel lu lar and
non-cel lu lar com po nents of the im mu ne system
ha ve a ro le in the pso ri a tic pro cess.20,24

This study was de sig ned to disc lo se whet her
the re was a cor re la ti on bet we en me an mast cells
co unts and me an p53 po si ti vity in pso ri a tic ca ses or
not. When com pa red to the pso ri a tic gro ups, the re
was a no ti ce ab le in cre a se in num ber of mast cells in
the con trol gro up. We fo und in cre a sed p53 sta i ning
in all pso ri a tic ca ses and es pe ci ally in gro up I. Alt -
ho ugh we ob ser ved a cor re la ti on bet we en me an
mast cells co unt and me an p53 po si ti vity in the
con trol gro up, no cor re la ti on was ob ser ved in pso-
ri a tic ca ses. The cho i ce of study gro up among the
patients with chro nic-type pso ri a sis can be tho ught
as the most im por tant li mi ta ti on of this study.

As the cor re la ti on ob ser ved bet we en me an
mast cell num bers and me an p53 pro por ti on in the
con trol gro up was not ob ser ved e it her in tre a ted or
in un tre a ted pso ri a sis vul ga ris gro ups, we can con-
c lu de that the se two fac tors may act vi a dif fe rent
in de pen dent path ways in the pat ho ge ne sis of pso-
ri a sis vul ga ris.
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FIGURE 3: Immunohistochemical staining of p53 protein in psoriatic epidermis (a) and normal epidermis (b) (B-SA, DAB, x400). 
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