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ng that it accelerates its excretion and decreases
enal toxicity (Allegra, 1990 and Allegra and
an, 1990).

k=]

Jata of several investigators supported the role of
olic acid in cancer chemoprevention. They indi-
cated that low tissue level of folate increases the
frequency of fragile sites of DNA and increases

risk of DNA to be attacked by carcinogen

sading to the potential of chromosomal and on-

cogen expression. Low level of folate also de-
eases DNA repair and DNA meythylation

Aorgan et al., 1994).

eg: ' ing the protective role played by vitamin E
arin MTX therapy, the present results denoted
at v tai“mn E also produced a marked effect to

duce the toxicity of MTX. At the present there
[ o jf ailable data about the use of vitamin E or
er a ijQxiddnts to minimize the toxic effects of
"X the fapy or other antine(;plastic drugs. How-
*‘,li,._; mnstratlon of antioxidants is recom-
in c ases of chronic inflammations and

ures to pollutants and xenobiotics.

lqw level of antioxidant nu-
/dIH"«illliwell, 1995). Vi-
s effect by mamtammg of

.y cells especially

t .gnllochondrla,
estxucticﬂn. $0 it

the damage of tissues induced by free radicals.
These radicals are produced as a result of many
chemical exposure and many discases that lead to
the peroxidation of polyunsaturated fatty acids.
Free radicals are tumor promoters that inhibit

DNA repair, induce chromosomal abnormalities

1993
and Packer and Fuchs, 1993). Vitamin E appears

and cause immune dysfunction (Garewal,

to be the first line of defense against these radicals
by quenching them. It breaks the free radical chain
reactions due to its ability to transfer the phenolic

hydrogen to peroxyl radical (Murray et al., 2000).

On the basis of these data it could be suggested
that the use of vitamin E to reduce MTX toxicity
is safe and more convenient because it doesn't
compete with MTX, therefore, no expectance of
interfering with its action or reducing its efficacy

as an antincoplastic drug.

The statistical analysis of variances among MTX-
treated groups denoted that the rats that supple-
mented with both folic acid and vitamin E showed
maximum  protection level agaiﬁsl the different
toxic aspects of MTX. Together they decreased
the intensity of the clinical signs and increased the
body weight gains. Marked improvement of both
liver and Kidney function tests were recorded.
Combined supplementation of folic acid and vita-
min E relieved to a great extent the histopathologi-

cal alterations of the intestine, liver and kidney.
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activity of the goblet cells (H&E, X33)

! ]." (l). Marked distention in gastrointestinal
- bowl in MTX-treated rat.
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