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Abstract
The aim of this study isto examine whether
radiofrequency (RF) used in cellular phone
communications at a specific absorption rate (SAR) less
than 1.2 w/kg could increase the spontaneous rate of
sister chromatid exchanges (SCE) or elicit alterations
both in the cell replication index (CRI) and mitotic index
(MI) in human peripheral blood lymphocytes. Whole
blood samples were obtained from twenty six healthy
donors (male nonsmokers). Cultures were placed in
sterile T-25 tissue flasks and sham-exposed or RFexposed to 900 MHz or 1800 MHz radiation for 1 h, then
incubated for 72 h at 37 °C. The mean SCE values of
both RF exposure groups slightly increased, as compared
with the sham-exposure group. However, there was no
significant difference between the RF exposure groups
and sham-RF exposure group. Compared with the
negative control, both CRI and MI were nonsignificantly elevated after exposure to both frequencies,
but to a lesser extent in case of 1800 MHz exposure. In
view of the present guidelines of mutagenicity, which
necessitates at least two-fold increase in SCE rate, RF is
not considered as mutagenic.

هﺪﻓﺖ هﺬﻩ اﻟﺪراﺳﺔ اﻟﻰ ﺗﻘﺼﻲ ﻣﺎ اذا آﺎﻧﺖ اﻟﻤﻮﺟﺎت اﻟﺮادﻳﻮﻳﺔ
1,2  ﻋﻨﺪ ﻣﻌﺪل اﻣﺘﺼﺎص ﻣﺤﺪد )اﻗﻞ ﻣﻦ،اﻟﻤﺴﺘﺨﺪﻣﺔ ﻓﻲ اﻟﻬﺎﺗﻒ اﻟﻨﻘﺎل
 اﻟﺼﺒﻐﻴﺔ- ﺗﺰﻳﺪ اﻟﻤﻌﺪل اﻟﻄﺒﻴﻌﻲ ﻟﻠﺘﺒﺎدﻻت ﺷﻖ،(واط ﻟﻜﻞ آﻴﻠﻮ ﻏﺮام
واﻟﻰ ﺗﻐﻴﻴﺮ اﻟﻤﺴﺘﻮﻳﺎت اﻟﻌﺎدﻳﺔ ﻟﻤﻌﺎﻣﻠﻲ ﺗﻜﺎﺛﺮ و اﻧﻘﺴﺎم اﻟﺨﻼ ﻳﺎ اﻟﻠﻤﻔﻴﺔ
 و ﻗﺪ اﺧﺬت ﻋﻴﻨﺎت دم ﻣﻦ ﺳﺘﺔ وﻋﺸﺮﻳﻦ ﻣﺘﻄﻮﻋﺎ ﻣﻦ اﻟﺮﺟﺎل.اﻟﺒﺸﺮﻳﺔ
 وﺗﻢ ﺗﻌﺮﻳﺾ ﻣﺰارع اﻟﺨﻼﻳﺎ ﻟﻤﺴﺘﻮﻳﻴﻦ ﻣﻦ ﻣﻮﺟﺎت.ﻏﻴﺮ اﻟﻤﺪﺧﻨﻴﻦ
 و ﺑﻌﺪ. ﻣﻴﻐﺎ هﻴﺮﺗﺰ( ﻟﻤﺪة ﺳﺎﻋﺔ واﺣﺪة1800  و900 )اﻟﻬﺎﺗﻒ اﻟﻨﻘﺎل
 اآﻤﻠﺖ ﻣﺪة اﻟﺰراﻋﺔ ال اﺛﻨﺘﻴﻦ و ﺳﺒﻌﻴﻦ ﺳﺎﻋﺔ ﻋﻠﻰ درﺟﺔ ﺣﺮارة،ذﻟﻚ
 ﻟﻴﺴﺖ ذات دﻻﻟﺔ، و اﻇﻬﺮت ﻧﺘﺎﺋﺞ اﻟﺒﺤﺚ زﻳﺎدة ﺿﺌﻴﻠﺔ. ﺳﻴﻠﺴﻴﺲ37
 اﻟﺼﺒﻐﻴﺔ ﻓﻲ اﻟﺨﻼﻳﺎ اﻟﻤﺘﻌﺮﺿﺔ- ﻓﻲ ﻣﻌﺪﻻت اﻟﺘﺒﺎدﻻت ﺷﻖ،اﺣﺼﺎﺋﻴﺔ
 آﻤﺎ ﺑﻴﻨﺖ اﻟﺪراﺳﺔ زﻳﺎدة, ﻣﻘﺎرﻧﺔ ﺑﺎﻟﺨﻼﻳﺎ اﻟﻀﺎﺑﻄﺔ،ﻷي ﻣﻦ اﻟﺘﺮددﻳﻦ
 ﻓﻲ ﻣﻌﺎﻣﻠﻲ ﺗﻜﺎﺛﺮ و اﻧﻘﺴﺎم، ﻟﻜﻨﻬﺎ ﻟﻴﺴﺖ ذا ﻣﻌﻨﻰ اﺣﺼﺎﺋﻲ،ﻣﻠﺤﻮﻇﺔ
 وآﺎﻧﺖ هﺬﻩ اﻟﺰﻳﺎدة اآﺜﺮ و. ﺑﺎﻟﻤﻘﺎرﻧﺔ ﻣﻊ اﻟﻤﺰارع اﻟﻀﺎﺑﻄﺔ،اﻟﺨﻼﻳﺎ
 و ﻓﻲ ﺿﻮء اﻟﺘﻌﻠﻴﻤﺎت اﻟﻌﺎﻟﻤﻴﺔ. ﺿﻮﺣﺎ ﻋﻨﺪ ﻣﺴﺘﻮى اﻟﺘﺮدد اﻻ ﻋﻠﻰ
 ﻓﺎﻧﻪ ﻳﻤﻜﻦ اﻻﺳﺘﻨﺘﺎج ان اﻟﺘﻌﺮض،اﻟﺤﺎﻟﻴﺔ اﻟﻤﺘﻌﻠﻘﺔ ﺑﺎﻟﺴﻤﻴﺔ اﻟﻮراﺛﻴﺔ
ﻟﻠﻤﺴﺘﻮﻳﺎت اﻟﻤﺪروﺳﺔ ﻣﻦ اﺷﻌﺎﻋﺎت اﻟﻬﺎﺗﻒ اﻟﻨﻘﺎل ﻻ ﺗﺆ ﺛﺮ ﺳﻠﺒﺎ ﻓﻲ
.اﻟﻤﺎدة اﻟﻮراﺛﻴﺔ
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1. Introduction

*

Cellular phones have been one of the fastest growing
industries in modern history. The number of mobile phone
users worldwide soared to over 3.3 billion by the end of
2007, a total penetration rate of 49 percent. Since their
introduction in 1983, there have been remarkable changes
in the cellular industry. The first generation mobile phone
systems were analog and used 450 and 900 MHz portion
of the RF spectrum. The second generation is digital and
operates at frequencies 900 MHz and 1800 MHz. For
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example; the Global System for Mobile Communication
(GSM) operates at 900MHz and 1800 MHz with digital
modulation scheme and Time Division Multiple Access
(TDMA). Recently, the third generation system such as the
Universal Mobile Telecommunication System has been
introduced and operates in the 1900-2200 MHZ range and
uses digital modulation with Code Division Multiple
Access (CDMA) (Moulder et al., 2005).
A great concern has been raised about the biological
effects in persons using these devices. The relatively fixed
position of the antenna to the head causes a repeated
irradiation of a more or less fixed amount of
electromagnetic (EM) energy (Radon et al., 2006). Results
from present studies on use of mobile phones for 10 or
more years give a consistent pattern of increased risk for
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acoustic neuroma and glioma. The risk is highest for
ipsilateral exposure (Hardell et al., 2007). Furthermore, a
statistically significant association between mobile usage
and parotid gland (salivary gland) tumors has been
reported (Sadetzki et al., 2008).
Children's brains absorb a greater proportion of the
radiation emitted by a mobile phone (Christ and Kuster
2005; De Salles et al., 2006) and they are also likely to be
at a greater risk due to their higher rate of cell division
(than adults). Since normal cell growth is controlled by the
genetic material (DNA), any change in DNA would be
reflected on the general health of the living organism. In
this regard, analysis on whole-genome cDNA arrays
showed alterations in gene expression after various RF
exposure conditions using different cell types, but no
consistent RF- signature such as stress response could be
identified (Remondini et al., 2006). In addition,
modulation in gene regulation after RF fields exposure at
SAR of 1.5 W/kg in p53-deficient embryonic stem cells
has been described (Nikolova et al., 2005).
It has been reported that exposure of Molt-4 Tlymphoblastoid cells to the cell phone frequency of 836
MHz, consistently resulted in an observable variation of
DNA damage (Phillips et al., 1998). Furthermore, DNA
strand breaks were reported in human diploid fibroblasts
and cultured rat granulosa cells (Diem et al., 2005) as well
as in embryonic stem cell--derived neural progenitor cells
(D'Ambrosio et al., 2002) after RF field exposure. In
individuals, who used digital mobile phones for at least 2
years, with uplink frequencies at 935-960 MHz, there was
a significant increase in SCE, but there was no change in
cell cycle progression (Gadhia et al., 2003). Recently, a
number of in vivo experiments have found mobile phone
or simulated mobile phone radiation exposure can cause
cell damage, reactive oxygen species (ROS) formation
(which are the primary cause of DNA strand breaks), and
cell death (Oktem et al., 2005; Ferreira et al., 2006; Oral
et al., 2006; Panagopoulos et al., 2007). In vitro
experiments have found an association between RF
exposure and ROS production, and then subsequent DNA
single and double strand breaks (SSB and DSB) (Nikolova
et al., 2005; Friedman et al., 2007; Yao et al., 2008). Also,
there have been a number of other cellular effects found,
from cell mutations such micronuclei (MN) formation and
cellular aneuploidy, following exposure to RF fields (Bisht
et al., 2002; D'Ambrosio et al., 2002; Mazor et al., 2008;
Schwarz et al., 2008) and even impaired cell repair or cell
death (Joubert et al., 2008; Manti et al., 2008; Palumbo et
al., 2008). Exposure to 900 MHz GSM radiation induced
changes in gene expression, but not DNA DSB, in rat brain
cells (Belyaev et al., 2006).
On the other hand, in vitro exposure of human blood
leukocytes and lymphocytes to RF signals emitted by
cellular telephones for either 3 or 24 h did not induce a
significant increase in DNA damage in leukocytes, nor did
exposure for 3 h induce a significant increase in
micronucleated cells among lymphocytes (Tice et al.,
2002). However, these researchers found that exposure of
lymphocytes for 24 h at an average SAR of 5.0 or 10.0
W/kg resulted in a significant and reproducible increase in
the frequency of micronucleated cells. In cultured human
blood cells, others (Zeni et al., 2005; Stronati et al., 2006)
reported results that do not support evidence for any DNA

damage [SCE, chromosome aberrations (CA), and MN]
induced by extremely low frequency magnetic fields
(ELFMF) exposure. Using the same cell system used by
Diem et al. 2005), Speit et al. (2007) obtained clearly
negative results. Their finding that RF radiations at cellular
phone level do not induce DNA/ genetic damage has been
recently confirmed (Tiwari et al., 2008). Furthermore,
some papers could not find an association between RF
exposure and ROS production as well as subsequent DNA
SSB and DSB (Lantow et al., 2006; Valbonesi et al.,
2008). No statistically significant difference in the level of
DNA damage was observed between sham-treated Molt-4
cells and cells exposed to RF radiation for any frequency,
modulation or exposure time (Hook et al., 2004). In
mammalian cells, no direct cytogenetic effect of 835-MHz
RF-EM field was found in the in vitro CA test (Kim et al.,
2008).
Several studies investigated the influence of RF fields
on cell cycle kinetics, but in the majority of the
investigations no effects were detected (Capriet et al.,
2004; Zeni et al ., 2005; Lantow et al., 2006; Stronati et
al., 2006; Chauhan et al., 2007; Huang et al., 2008).
Similarly, no detectable changes in cell viability or
incidence of apoptosis were observed in any of RF-fieldexposed groups in a series of human-derived cell lines
(Capri et al., 2004; Hook et al., 2004; Caraglia et al.,
2005; Lantow et al., 2006; Chauhan et al., 2007; Huang et
al., 2008), as well as in proliferating or differentiated
murine neuroblastoma cells (Moquet et al., 2008).
Alteration in cell proliferation was described only in a few
reports (Pacini et al., 2002; Capri et al., 2004).
As stated by Özyalçin et al. (2002), one major reason
for obtaining contradictory results is basically using illestablished experimental set up. Therefore, this study
represents an attempt to further investigate the cytogenetic
effects of RF field under specific experimental conditions
which simulate the actual radiated power from GSM
mobile phones; particularly applying the field at two
frequencies, with fixed intensity, and vertical orientation
of this field to cultured human lymphocytes.
2. Materials and Methods
Twenty six men (average age, 30 years) participated in
this study. Each person completed a questionnaire to
obtain relevant health history. All the subjects reported
neither exposure to diagnostic x-ray nor treatment with
drugs during the last three months before blood collection.
Every man donated 1.0 ml of venous blood collected in
heparinized tubes. Another 1.0 ml of blood was obtained
from each of 6 randomly selected men of the study group
to be used in control cultures.
A standard whole blood culture was prepared with
slight modifications as reported previously (Khalil et al.,
1993). Briefly, 0.5 ml of blood was added to 4.5 ml of
complete RPMI 1640 culture medium (Sigma, USA) in a
T25 polystyrene tissue culture flask. The medium was
supplemented with 10 % new born calf serum (Eurolon,
USA), 100 U/ml penicillin, 100 μg/ml streptomycin and
2.5 μg/ml fungizone (Eurolon, USA). The culture medium
was buffered with 15 mM HEPES at pH 7.2.
Two types of culture from each individual were made.
The first was exposed for 1 h RF radiation at a frequency
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of 900 MHz, while the second was exposed to radiation at
a frequency of 1800 MHz. The exposure system consisted
of GSM signal generator DLW-3000 xp which generates
either 900 MHz or 1800 MHz. The signal generator was
located at about 40 cm below the culture flasks. The Narda
model 8616 and detachable probe (Model 8623D) were
used extensively to measure the electric field and adjusted
to be 24 V/m. This simulates the actual exposure levels
from the available GSM mobile phones to the direction of
the human tissues. Figure (1) shows the uniformity of the
electric field distribution within the area where the cultures
being located. This figure was obtained by simulating the
exposure system using the HFSS software (HFSS, 2007).
It is worth noting that the value of 24 V/m is equivalent to
SAR value of 1.0 and 1.2 watts/kg for 900 MHz and 1800
MHz, respectively (Gandhi et al., 1996). In the two
experimental protocols, the irradiation was performed
while the flasks were kept in the incubator in a horizontal
position at 37 ºC in a humidified 5 ± 0.1 % CO2
atmosphere.
After the 1 h exposure to RF, the cultures were
initiated by addition of 30 μg/ml bromodeoxyuridine
(ACROS Organization, USA) and 5.0 μg/ml
phytohemagglutinin-M (Sigma). Two additional sets of
exactly matching cultures, except RF exposure, were
included. The first consisted of six cultures with only
culture medium added and served as negative control. The
other, which was also of six cultures, constituted the
positive control. To each of the positive cultures, 50 ng/ml
of a chemical DNA damaging agent; mitomycin C (MMC,
Janssen Chemical, Geel, Belgium) were administered. All
cultures were incubated for a total of 72 h excluding the 1
h RF-exposure or sham -exposure period. During the last 3
h of the culture period, 10 μg/ml of colchicine (Park
Scientific, Northampton, UK) were included.
Immediately following termination of cultures, cells
were harvested and chromosome spreads were prepared,
differentially stained and cytogenetically analyzed
according to Khalil and Qassem (1991). The slides were
coded and blindly scored for the three end points under
investigation; sister chromatid exchanges (SCE), cell
replication index (CRI) and mitotic index (MI). From each
culture, the mean SCE frequency was determined in 25 to
30 well-differentiated second metaphases (each with at
least 44 ± 2 chromosome complement). From the same
preparations, 200 cells were classified as first (M1),
second (M2), and third or further (M3) dividing cells. The
CRI was calculated by multiplying the % of M1, M2 and
M3 by 1, 2, or 3, respectively, then dividing the sum by
100. The proportion of mitotic nuclei was found in a total
of 2000 nuclei per culture to figure out the MI.
Duplicates of each indicated experiment were
performed.
3. Statistical analysis
ANOVA test was used to evaluate the collected data.
Furthermore, a multiple comparison (LSD; Exact Fisher)
test was performed to evaluate the differences between the
900 MHz or the 1800 MHz and the negative control
values. To compare the effects of the 900 MHz and 1800
MHz treatments on the MI data, the independent t-test was
employed.
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4. Results
Descriptive statistics demonstrated no large variability
within the data gathered from any group. Therefore,
corresponding data for individuals of each group were
pooled (Table 1, figures 2-4). When the cells were exposed
either to 900 MHz or 1800 MHz, the individual SCE
means were normally distributed as shown by the
Kolmogorov-Smirnov (K-S) analysis. Thus, ANOVA test
was used for the statistical analysis. The SCE means under
exposure conditions were not significantly elevated in
comparison to the negative control values (p ≤ 0.05). A
multiple comparison (LSD; Exact Fisher) test was
performed to evaluate the differences between the 900
MHz or the 1800 MHz and the negative control values.
Similarly, when the data obtained after using 900 MHz or
1800 MHz were analyzed, no statistical differences were
observed under the two exposure conditions.
Also, ANOVA demonstrated clearly higher CRI values
in both cases of exposure relative to the negative control.
Further analysis did not show any significant difference
between 900 MHz and 1800 MHz CRI data.
When ANOVA was applied to the MI data, obvious
increases in MI values were detected under exposure
conditions either to 1800 MHz or 900 MHz frequency over
the negative control. To compare the effects of the 900
MHz and 1800 MHz treatments on the MI data, the
independent t-test was employed. The mean MI values
were not significantly different (P ≤ 0.5) in cultures
exposed to either frequency.
Finally, it should be reported that MMC (the positive
control), at 50 ng/ml, resulted in significantly higher SCE
levels, but significantly lower CRI and MI values than
those of the experimental and the negative control
(P≥0.01).
5. Discussion
Effects of RF fields on different biological systems
have been investigated. Although the majority of studies
have found no evidence of genotoxic effects, there are a
few positive findings that should be followed up.
Vijayalaxmi and Obe (2004) reviewed large number of
investigations conducted during the years 1990–2003
using rodents, cultured rodent and human cells, and freshly
collected human blood lymphocytes to determine the
genotoxic potential of exposure to RF radiation. The
results of most of these studies (58%) did not indicate
increased damage to the genetic material (assessed from
DNA strand breaks, incidence of CA, MN and SCE) in
cells exposed to RF radiation compared to sham-exposed
and/or unexposed cells. Some investigations (23%)
reported an increase in such damage in cells exposed to RF
radiation. Positive results means that epidemiological
studies of people exposed to EM radiation are likely to
show increased cancer, miscarriage and reproductive
adverse effects. In fact many epidemiological studies have
shown these effects (Szmigielski, 1996; Goldsmith, 1997;
Sadetzki et al., 2008). The observations from other studies
(19%) were inconclusive.
It is possible that certain cellular constituents altered by
exposure to EMF, such as free radicals, indirectly affect
DNA. Recently, Mcnamee and Bellier (Mcnamee and
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Table 1: The effects of cellular phone radiofrequency fields; 900 MHz and 1800 MHZ on sister chromatid exchanges (SCE), cell replication
index (CRI) and mitotic index (MI) in cultured human lymphocytes. Culture medium, negative control; mitomycin C (MMC), positive
control (Mean ± standard error of the mean; SEM)
Treatment

SCE

CRI

MI

Mean

SEM

Mean

SEM

Mean

SEM

900 MHz

4.94

0.3

2.85

0.1

0.247

0.0

1800 MHz

5.35

0.2

2.56

0.3

0.235

0.0

Culture Medium

3.28

0.5

2.20

0.2

0.215

0.0

MMC

21.20

2.0

1.60

0.1

0.155

0.0

Fig.1.The electric field distribution within the culture area.

Fig.2 The effects of cellular phone radiofrequency fields at 900
MHz and 1800 MHz on sister chromatid exchange (SCE) in
cultured human lymphocytes.
- VE culture was treated with culture medium only. + VE culture
was treated with 50 ng/ml mitomycin C (MMC).

Fig.3 The effects of cellular phone radiofrequency fields at 900
MHz and 1800 MHz on cell replication index (CRI) in cultured
human lymphocytes.- VE culture was treated with culture
medium only. + VE culture was treated with 50 ng/ml
mitomycin C (MMC).

Fig.4 The effects of cellular phone radio frequency fields at 900 MHz
and 1800 MHz on mitotic index (MI) in cultured human lymphocytes.VE culture was treated with culture medium only. + VE culture was
treated with 50 ng/ml mitomycin C (MMC).

© 2010 Jordan Journal of Biological Sciences. All rights reserved - Volume 3, Number 1

Bellier, 1997) evaluated the biological and/or health
effects of thermalizing and non-thermalizing RF radiation
exposures and concluded that the scientific literature on
this subject is full of conflicting results and the question of
whether RF radiation exposure can contribute to cancer
risk remains unresolved. Even with using the same
experimental system, the genotoxic effects of exposure to
RF-EM fields were not reproducible (Bisht et al., 2002).
Some in vitro studies including the present one provide
evidence that gene expression is affected at RF exposure
close to the guidelines. If these studies are confirmed they
will be important for a mechanistic understanding of the
interaction of RF fields with cellular tissue. While it seems
appropriate to perform experimental studies using pure
experimental RF fields, it may be needed to emulate the
complex modulation patterns and intensity variations
typical to real mobile phone use in future studies. This way
data can be obtained which are better suited for
comparison to epidemiologic studies.
Two plausible biological mechanisms involving free
radicals are involved in this effect. The first involves
increased free radical activity and genetic damage as a
response to exposure. The second involves increased free
radical activity and genetic damage because of an induced
reduction of a free radical scavenger, e.g. reduced
melatonin (Reiter, 1994). It is clear however, that both
mechanisms have the same effect of damaging the DNA
and chromosomes. Another established biological
mechanism, EMR-induced alteration of cellular calcium
ion homeostasis (Blackman, 1990) is also involved in cell
regulation, cell survival and apoptosis, DNA synthesis and
melatonin regulation.
The response is not likely to be linear with respect to
the intensity of the radiation as it is seen from the present
findings. Other parameters of RF radiation exposure, such
as frequency, duration, waveform, and amplitudemodulation, etc, are also important determinants of
biological responses and affect the shape of the dose
(intensity)-response relationship. In this regard, the impact
on calcium ions, which are important in maintaining
normal health functions in brain tissues, was found in
experiments. An exposure level of 30 mW / cm2 is usually
able to slightly raise the temperature over an hour. The
Blackman's experiment was undertaken under isothermal
conditions, with samples being kept within 0.4 ºC of 22 ºC.
The reductions in the MI reported in this study may be
related to the impaired cell repair or cell death observed
recently by other workers (Panagopoulos et al., 2007;
Joubert et al., 2008; Palumbo et al., 2008). Furthermore,
the present data that RF exposure results in depressions in
the CRI is in agreement with some previous studies (Pacini
et al.2002; Carpi et al., 2004), but not with others (Huang
et al., 2008; Moquet et al., 2008).
According to the United Kingdom Environmental
Mutagen Society (UKEMS) guidelines (UKEMS, 1990), at
least a doubling in SCE frequency or a clear dose-response
relationship should be accepted as a positive response.
Thus, based on the data obtained from the present study
and in reference to the UKEMES guidelines, it can be
concluded that the 900 MHz and 1800 MHz exposure does
not double the SCE frequency. However, the possibility
that RF fields are weak mutagens can not be ruled out.
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Future studies in our laboratory are going to be carried out
to examine the immunocytogenetic effect of RF-field
exposure in both in vitro human and in vivo rodent model
systems.

Acknowledgments
This work was supported by the Deanship of Research
and Graduate Studies at Yarmouk University, Irbid,
Jordan, grant number 28/2006.

References
Belyaev IY, Koch CB, Terenius O, Roxström-Lindquist K,
Malmgren LO, Sommer W, Salford LG and Persson BR. 2006.
Exposure of rat brain to 915 MHz GSM microwaves induces
changes in gene expression but not double stranded DNA breaks
or effects on chromatin conformation. Bioelectromagnetics. 27,
295-306.
Bisht KS, Moros EG, Straube WL, Baty JD and Roti JL. 2002.
The effect of 835.62 MHz FDMA or 847.74 MHz CDMA
Modulated radio frequency radiation on the induction of
micronuclei in C3H 10T½ cells. Radiat. Res. 157, 506-515.
Blackman CF. 1990. ELF effects on calcium homeostasis. In:
Extremely Low Frequency Electromagnetic Fields: The Question
of Cancer. Wilson W, Stevens RG, Anderson LE. (eds.). Publ.
Battelle Press Columbus. 187-208.
Capri M, Scarcella E, Fumelli C, Salvioli S, Mesirca P, Agostini
C, Antolini A, Schiavoni A, Castellani G, Bersani FG and
Franceschi C. 2004. In vitro exposure of human lymphocytes to
900 MHz CW and GSM modulated radio frequency: Studies of
proliferation, apoptosis and mitochondrial membrane potential.
Radiat. Res. 162, 211–218.
Caraglia M, Marra M, Mancinelli F, D'Ambrosio G, Massa R,
Giordano A, Budillon A, Abbruzzese A and Bismuto E. 2005.
Electromagnetic fields at mobile phone frequency induce
apoptosis and inactivation of the multi-chaperone complex in
human epidermoid cancer cells. J. Cell Physiol. 204, 539–548.
[6] Chauhan V, Mariampillai A, Kutzner B, Wilkins RC,
Ferrarotto C, Bellier PV, Marro L, Gajda GB, Lemay E,
Thansandote A and McNamee JB. 2007. Evaluating the biological
effects of intermittent 1.9 GHz pulse-modulated radio frequency
fields in a series of human-derived cell lines. Radiat. Res. 167,
87–93.
Christ A and Kuster N. 2005. Differences in RF energy absorption
in the heads of adults and children. Bioelectromagnetics. Suppl 7,
S31-44.
D'Ambrosio G, Massa R, Scarfi MR and Zeni O. 2002.
Cytogenetic damage in human lymphocytes following GMSK
phase modulated microwave exposure. Bioelectromagnetics. 23,
7-13.
De Salles AA, Bulla G and Rodrigues C. 2006. Electromagnetic
absorption in the head of adults and children due to mobile phone
operation close to the head. Electromagn. Biol. Med. 25, 349-360.
Diem E, Schwarz V, Adlkofer F, Jahn O and Rüdiger HW. 2005.
Non-thermal DNA breakage by mobile-phone radiation (1800

26

© 2010 Jordan Journal of Biological Sciences. All rights reserved - Volume 3, Number 1

MHz) in human fibroblasts and in transformed GFSH-R17 rat
granulosa cells in vitro. Mutat. Res. 583, 178-183.

exposure of human Mono Mac 6 cells to radio frequency
radiation. Radiat. Res. 166, 539–543.

Ferreira AR, Knakievicz T, de Bittencourt Pasquali MA, Gelain
DP, Dal-Pizzol F, Fernandez CE, de Almeida de Salles AA,
Ferreira HB and. Moreira JC. 2006. Ultra high frequencyelectromagnetic field irradiation during pregnancy leads to an
increase in erythrocytes micronuclei incidence in rat offspring.
Life. Sci. 80, 43-50.

Manti L., Braselmann H, Calabrese ML, Massa R, Pugliese M,
Scampoli P, Sicignano G and Grossi G. 2008. Effects of
modulated microwave radiation at cellular telephone frequency
(1.95 GHz) on x-ray-induced chromosome aberrations in human
lymphocytes in vitro. Radiat. Res. 169, 575-583.

Friedman J, Kraus S, Hauptman Y, Schiff Y and Seger R. 2007.
Mechanism of a short-term ERK activation by electromagnetic
fields at mobile phone frequency. Biochem. J .405, 559-568.
Gadhia PK, Shah T, Mistry A, Pithawala M and Tamakuwala D.
2003. A Preliminary study to assess possible chromosomal
damage among users of digital mobile phones. Electromag. Biol.
Med. 22,149-159.
Gandhi OP, Lazzi G and Furse CM. 1996. Electromagnetic
absorption in the human head and neck for mobile telephones at
835 and 1900 MHZ. IEEE. Transact. Microwave Theory. Tech.
44,1884-1897.
Goldsmith JR. 1997. TV broadcast towers and cancer: The end of
innocence for radio frequency exposures. Am. J. Indust. Med. 32,
689-692.
Hardell L, Carlberg M, Söderqvist F, Mild KH and Morgan LL.
2007. Long-term use of cellular phones and brain tumors increased risk associated with use for > 10 years. Occup. Environ.
Med. 64, 626-632.
HFSS. 2007 High Frequency Structure Simulator based on finite
element method, V11.0.2 Ansoft Corporation.
Hook GJ, Zhang P, Lagroye I, Li L, Higashikubo R, Moros EG,
Straube WL, Pickard WF, Baty JD and Roti Roti JL. 2004.
Measurement of DNA damage and apoptosis in Molt-4 cells after
in vitro exposure to radio frequency radiation. Radiat.
Res.161,193 –200.
Huang TQ, Lee MS, Oh E, Zhang BT, Seo JS and Park WY.
2008. Molecular responses of Jurkat T-cells to 1763 MHz radio
frequency radiation. Int. J. Radiat. Biol. 84, 734-741.
Joubert V, Bourthoumieu S, Leveque P and Yardin C. 2008.
Apoptosis is induced by radio frequency fields through the
caspase-independent mitochondrial pathway in cortical neurons.
Radiat. Res. 169, 38-45.

Mazor R, Korenstein-Ilan A, Barbul A, Eshet Y, Shahadi A, Jerby
E and Korenstein R. 2008. Increased levels of numerical
chromosome aberrations after in vitro exposure of human
peripheral blood lymphocytes to radio frequency electromagnetic
fields for 72 hours. Radiat. Res. 169, 28-37.
Mcnamee JP and Bellier PV. 1997. Cytogenetic and carcinogenic
effects of exposure to radio frequency radiation. In: Chromosomal
Alterations: Methods, Results and Importance in Human Health,
Obe G and Vijayalaxmi (eds.). Springer, Berlin Heidelberg. 427469.
Moquet J, Ainsbury E, Bouffler S and Lloyd D. 2008. Exposure to
low level GSM 935 MHZ radio frequency fields does not induce
apoptosis in proliferating or differentiated murine neuroblastoma
cells. Radiat. Protect. Dosim. 131, 287-296.
Moulder, JE, Foster KR, Erdreich LS and McNamee JP. 2005.
Mobile phones, mobile phone base stations, and cancer; A review.
Int. J. Rad. Biol. 81,189-203.
Nikolova T, Czyz J, Rolletschek A, Blyszczuk P, Fuchs J,
Jovtchev G, Schuderer J, Kuster N and Wobus AM. 2005.
Electromagnetic fields affect transcript levels of apoptosis-related
genes in embryonic stem cell-derived neural progenitor cells.
FASEB J. 19,1686-1688.
Oktem F, Ozguner F, Mollaoglu H, A. Koyu A and Uz E. 2005.
Oxidative damage in the kidney induced by 900-MHz-emitted
mobile phone: protection by melatonin. Arch. Med. Res. 36, 350355.
Oral B, Guney M, Ozguner F, Karahan N, Mungan T, Comlekci S
and Cesur G. 2006. Endometrial apoptosis induced by a 900-MHz
mobile phone: preventive effects of vitamins E and C. Adv. Ther.
23, 957-973.
Özyalçin MO, F. Akleman F and Sevgi L. 2002. SAR simulations
in wireless communication and safety discussions in the society.
Turk. J. Elec. Engin. 10, 411-426.

Khalil AM, Qassem Wand Amoura F. 1993. Cytogenetic changes
in human lymphocytes for workers occupationally exposed to
high-voltage electromagnetic fields. Electro-Magnetobiology.
12,17-26.

Pacini S, Ruggiero M, Sardi I, Aterini S, Gulisano F and Gulisano
M. 2002. Exposure to global system for mobile communication
(GSM) cellular phone radio frequency alters gene expression,
proliferation, and morphology of human skin fibroblasts. Oncol.
Res. 13, 19-24.

Khalil AK and Qassem W. 1991. Cytogenetic effects of pulsing
electromagnhumanetic field on human lymphocytes in vitro:
chromosome aberrations, sister-chromatid exchanges and cell
kinetics. Mutat. Res. 247, 41-146.

Palumbo R, Brescia F, Capasso D, Sannino A, Sarti M, Capri M,
Grassilli E and Scarfì MR. 2008. Exposure to 900 MHz radio
frequency radiation induces caspase 3 activation in proliferating
human lymphocytes. Radiat. Res. 170, 327-334.

Kim JY, Hong SY and Lee YM. 2008. In vitro assessment of
clastogenicity of mobile radiation (835 MHz) using the alkaline
comet assay and chromosomal aberration test. Environ. Toxicol.
23, 319-327.

Panagopoulos DJ, Chavdoula ED, Nezis IP and Margaritis LH.
2007. Cell death induced by GSM 900-MHz and DCS 1800-MHz
mobile telephony radiation. Mutat. Res. 626, 69-78.

Lantow M, Viergutz T and Weiss DG. 2006. Comparative study
of cell cycle kinetics and induction of apoptosis or necrosis after

Phillips JL, Ivaschuk O, Ishida-Jones T, Jones RA, M. CampbellBeachler M and, Haggren W. 1998. DNA damage in Molt-4 Tlymphoblastoid cells exposed to cellular telephone radio
frequency fields in vitro. Bioelectrochem. Bioenerg. 45,103–110.

© 2010 Jordan Journal of Biological Sciences. All rights reserved - Volume 3, Number 1

Radon K, Spegel H, Meyer N, Klein J, Brix J, Wiedenhofer A,
Eder H, Praml G, Schulze A, Ehrenstein V, von Kries R and
Nowak D. 2006. Personal dosimetry of exposure to mobile
telephone base stations? An epidemiologic feasibility study
comparing the Maschek dosimeter prototype and the Antenessa
DSP-090 system. Bioelectromagnetics. 27, 77-81.
Reiter RJ. 1994. Melatonin suppression by static and extremely
low frequency electromagnetic fields: relationship to the reported
increased incidence of cancer. Rev. Environ. Health 10,171-186.
Remondini D, Nylund R, Reivinen J, de Gannes FP, Veyret B,
Lagroye I, Haro E, Trillo MA, Capri M, Franceschi C, Schlatterer
K, Gminski R. Fitzner R, Tauber R, Schuderer J, Kuster N,
Leszczynski D, Bersani F and Maercker C. 2006. Gene expression
changes in human cells after exposure to mobile phone
microwaves. Proteomics. 6, 4745–4754.
.
Sadetzki S, Chetrit A, Jarus-Hakak A, Cardis E, Deutch Y,
Duvdevani S, Zultan A, Novikov I, Freedman L and Wolf M.
2008. Cellular phone use and risk of benign and malignant parotid
gland tumors a nationwide case-control study. Am. J. Epidemiol.
167, 457-467.
Schwarz C, Kratochvil E, Pilger A, Kuster N, Adlkofer F and
Rÿdiger HW. 2008. Radio frequency electromagnetic fields
(UMTS, 1,950 MHz) induce genotoxic effects in vitro in human
fibroblasts but not in lymphocytes. Int. Arch. Occup. Environ.
Health 81, 755-767.
Speit G, Schütz P and Hoffmann H. 2007. Genotoxic effects of
exposure to radio frequency electromagnetic fields (RF-EMF) in
cultured mammalian cells are not independently reproducible.
Mutat. Res. 626, 42-47.
Stronati L, Testa A, Moquet J, Edwards A, Cordelli E, Villani P,
Marino C, Fresegna AM, Appolloni M and, Lloyd D. 2006. 935
MHz cellular phone radiation: An in vitro study of genotoxicity in
human lymphocytes. Int. J. Radiat. Biol. 82, 339-346.

27

Szmigielski S. 1996. Cancer morbidity in subjects occupationally
exposed to high frequency (radio frequency and microwave)
electromagnetic radiation. Sci.Total Environ. 180, 9-17.
[46] Tice RR, Hook GG and Donner M. 2002. Genotoxicity of
radio frequency signals. Investigation of DNA damage and
micronuclei induction in cultured human blood cells.
Bioelectromagnetics. 23,113-126.
Tiwari R, Lakshmi NK, Surender V, Rajesh VAD, Bhargava SC
and Ahuja AR. 2008. Combinative exposure effect of radio
frequency signals from CDMA mobile phones and aphidicolin on
DNA integrity. Electromagn. Biol. Med. 27, 418–425.
UKEMS. 1990. Basic mutagenicity tests. In : UKEMS
Recommended Procedures, Report of UKEMS Guidelines, Part 1
Revised, Kirkland DJ. (ed). Cambridge University Press, UK. 144
Valbonesi P, Franzellitti S, Piano A, Contin A, Biondi C and
Fabbri E. 2008. Evaluation of HSP70 expression and DNA
damage in cells of a human trophoblast cell line exposed to 1.8
GHz amplitude-modulated radio frequency fields. Radiat. Res.
169, 270-279.
Vijayalaxmi and Obe G. 2004. Controversial cytogenetic
observations in mammalian somatic cells exposed to radio
frequency radiation. Radiat. Res. 162, 481–496.
Yao K, Wu W, Wang K, Shuang N, PanPan Y, YiBo Y, Juan Y
and Li Xia S. 2008. Electromagnetic noise inhibits radio
frequency radiation-induced DNA damage and reactive oxygen
species increase in human lens epithelial cells. Mol. Vis. 14, 964969.
Zeni O, Romano M, Perrotta A, Lioi MB, Barbieri R,
d’Ambrosio G, Massa R and Scarfi MR. 2005. Evaluation of
genotoxic effects in human peripheral blood leukocytes following
an acute in vitro exposure to 900 MHz radio frequency fields.
Bioelectromagnetics. 26, 258–265.

