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Abstract
Cell in the di
proteins. Howev

frozen section were taken 1% _Grpdtie ISCh Wt o.J]re blocks were made from
cutting I, which was subsequ® Wi a8 . Cutting II was subjected
to DNA 1solation. The DNA isolation.g i‘il G #y L1-HPV gene for fixed the HPV

stressor. Protein isolation was treated from Cuttmg Xl with Blottdot test by using antibody monoclonal
anti Hsp40 and Hsp70 and continued with measurement using densitometer to find the concentration of Hsp40
and Hsp70. The collected data were analyzed with F Test (Manova) and discriminant analysis. Result; This
experiment showed the differences in concentration of Hsp40 (p<=0,070) and Hsp70 (p<=0,006) between benign
oral squamous cell (BOSC) and OSCC patients which realized HPV infection. Conclusion; This experiment
proved that OSCC patients which realized HPV infection indicated an up regulated of Hsp70 concentration, so
that there was occurs misfolding of the proteins cell. The misfolding was ensue obstacle of apoptosis and to
raise cell proliferation which to storm carcinogenesis. An up regulated of Hsp40 was role as co-chaperone.
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Introduction protein molecule loses its native functional
Cancer may be defined as uncontrolled tissue  conformation when it unfolds. Chaperones assist
growth in susceptible patient, with result from  the damaged molecule to regain its functional

imbalance between apoptosis and cell conformation. If cellular stress proceeds
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Information about another factor was littie. The ~ from protein misfolding and are now grouped

BequencesO! siress.

carcinog

factor 1s life in viITASeRs6CTdle ' @
age, gender and responsed ( E ANIS i“'

followed factor is periodontal disease chronic, together under the name of protein conformational
bed oral hygiene, diseases of tooth, sharpof set  disorders (PCDs) including cancer. 367

teeth, elektrogalvanism and edentulism. Another The research that to investigate the
researcher found that HPV, especially 16 and  concentration of Hsp aims to explain the role of
18 type, implicated in OSCC pathogenesis. "*  Hsp40 and Hsp70 in pathogenesis of occurred
Stress to the cell causes protein denaturation: the  OSSC patient which realized HPV infection.
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Material and Method Table 1. Densitometer reading data of Hsp40 and Hsp70

Kind of this research is observasional — analytic concentration in BOSC and OSCC which realized HPV
infection from Blottdot test.
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The DNA isolatiei
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PCR to amplifgg.1

stressor. Diagnose relatv( .-

are made by Henk Schmits and/C
McMillan and Nina Fowler PCR-method with  for 50 seconds, 72°C for 50 seconds and 4° C
some modifications. ** Twenty five pl microfuge  soak. The Amplification of L1-HPV gene
tube Ready To Go PCR Bead (Amersham  produced 450 bp long.

Pharmacia Biotech) mixed with 2 ul HPV Protein isolation was treated from Cutting
consensus primers (MY09 and MY11) 111, ® followed with Dot Blott Test by using
(CYBERGENE AB) PCR protocol for both  antibody monoclonal anti Hsp40 and Hsp70

amplifications are 94° C for 50 seconds, 59°C  (Stressgen bioreagents) and continued with
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measurement using densitometer (Shimadzu CS

930, Dual Wave Length Cromato Scanner) to

find the concentration of Hsp40 and Hsp70.!°

The collected data were analyzed with FTest  Figure 2. High concentration of Hsp70 showed with
dark-brown dot (arrow) from Blottdot test (up :j:
benign oral squamous cell : BOSC: lower : g : oral
guamous cell carcinoma : OSCC).
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of the role of Hsp 0O S hallic kwf kﬂm disruption of chaperoning
realized HPV infection ine RV 1ISms contributes to aging and disease.

This review outlinesthe involvement of defective

chaperones in senescence and inseveral diseases.
Since chaperones are ubiquitous, their

deficiencies and defects are bound to affect

Figure 1. High concentration of Hsp40 showed with ~ diverse tissues and, hence, to be of interest to
dark-brown dot (arrow) from Blottdot test (up :j: o o
benign oral squamous cell : BOSC; lower : g : oral those in internal medicine, ophthalmology,

squamous cell carcinoma : OSCC).
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neurology, immunology, endocrinology, osteosarcoma, and lymphoblastic leukemia.
pediatrics, and gerontology. Only a fractionof  Despite the obvious importance of stress
chaperones are encoded in genes that are responses, only recently has scrutiny focused on

inducible by stressors and thus belong tothe large  the role of heat shock proteins in the control of

class of stress proteins. If the stressor is hcatdisease pathology and in the survival and

30 0€ENS. 111,12

shock, the induced chaperongs | /11t O}

@scd reaction cycles of

shock proteins (Hsps )41 : : Df

term Hsp is usede ses: 1) those which

induced by hcatsheck ~ | . at » th bound ATP

are not chaj *dSubstrate, and

to be used ¢

]

mplex with

¢ 2) those

Chaperones,: 056 iSsified into or1¥ A0 leads to rapr€

ich pestulate that with an

according d structure Or gible

mass inki tons sifier use{ o glin s .. gscent) pclwmlg it for
laboratory s )gHeat shock 1 ' | p70. Alth‘ erc have been
ga] TeHoREswihat Hsr ds to some

4 ) Il} I . -:_l-l SeVidenccﬂ]at

LAV 1 d to unfolded
il ¢ @ s gencrl s gurrently lacking, 1141316,

papers studying their expression innormal and  that in protein folding have many factor, namely
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their alteration mayVy Hive

pathophysiologic effects and ™ {planation above can conclude
pathologic conditions is constantly increasing. In ~ Hsp40, Hsp70 dan ATP. So that happened the
particular, the role of a number of Hsps, suchas  unbalance among the factor caused in protein
Hsp27,-70, -72 and -90, during carcinogenesis  misfolding and leading on protein abnormal
has already been widely investigated, invivoand ~ function and direct to disease including cancer.

in vitro, in many conditions, such as lung, breast, The accumulation of protein misfolded in

esophageal and ovarian cancer, as well as  distress condition to be the result of an increase
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of toxic functions, which are often accompanied =~ Hsp70 promotes folding when associated with
by Hsp70 and other chaperones. Theassociation ~Hsp40, but it could promote proteasomal
of aggregates or misfolded proteins with Hsp70 ~ degradation of substrates when associated with
impliesthat the chaperone system including those  Bag-1 and CHIP. No matter how toxicity is

mvolving Hsp70 acts as a defense mechaflism for  generated, either by soluble forms or insoluble
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Conclusion 4. John Ellis, R. 1993. The Chaperonins, Induction
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