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in the United States show that
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aing'i et al., 1992) and natural products play an important
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0 cure various malignanéies many plants have also been used.
ased énﬁcancer drug discovery continues to be an active area of
the Woﬂd (Da Rocha et al., 2001; Mehta and Pezzuto, 2002;

] 2002). While cancer incidences and the frequencies of types of
/ from country to country, the most common sites for the development
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cervix/uterus, oesophagus/ stomach, pancreas, liver, lung, urinary bladder, kidney,
ovary, oral cavity, and blood (leukaemia and non-Hodgkin lymphoma)
(Schwartsmann et al., 2002). Currently, the chemotherapeutic management of these
tumorsiinvolves a variety of different plant-based chemicals that are either currently
in use or in clinical trials and include such drug classes as the vinca alkaloids, lignans,
taxanes, stilbenes, flavones, cephalotaxanes, camptothecins, and taxanes. Plant-
derived natural products with documented anticancer properties were classified into
14 chemical groups such as, aldehydes, alkaloids, annonaceous acetogenins,
flavonoids, glycosides, lignans, lipids, lipids (unsaponified), Nucleic acids, phenols
and derivatives, polysaccharides, proteins terpenoides and unidentified compounds
(Kintzios and Barberaki, 2004). Pioneering studies of the active constituents of some
plants and the discovery of some anticancer agents prompted the National Cancer
Institute (NCI) in collaboration with the United States Department of Agriculture
(USDA) to establish a program for the collection and screening of plants for
antitumor activity (Suffness and Douros, 1982). Since 1961, over nine plant-derived
compounds have been approved for use as anticancer drugs in the US. Some of these
compounds are: vinblastine, vincristine, Navelbine, etoposide, teniposide, Taxol
(paclitaxel), Taxotere (docetaxel), topotecan and irinotecan (Kuo-Hsiung, 1999).
Podophyllin éxtracted from Podophyllum peltatum has also been found to inhibit
mitosis in vitro and its derivatives are found to be capable of arresting cells in either
late S phase or early G2 phase, without inhibiting microtubule assembly. Taxol and
docetaxel derived from Taxus brevifolia and Taxus baccata respectively are also
active in preclinical animal screening systems for anticancer drugs (Slichenmyer and
Von Hoff, 1991; Tanaka et al., 1996). Turmeric extract and curcumin isolated from it

is effective in reducing animal tumors, indicating its potential for use in cancer
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swamps étc. w1th their characteristic and
‘ ectrum of vegetation ranging from the Tropical to
. Different tribes living in this area mostly rely on
for their primary healthcare practices. Meghalaya and
";Hy"N«or‘th-Eastem states of India. Meghalaya lies between
| Iqtitude and 89°.45' and 92°.45'E longitude (Maikhuri and
izoram lies beﬁveen 21°.58' and 24°.35'N latitude and 92°.15' and
de (Lalramnghinglova, 1996). Meghalaya is inhabited by three
as the Khasi, Garo and Jaintia. The state is eﬁdowed with rich
i qranging from tropical to sub-tropical type of vegetation or from an
n to mlxed deci,'giuous types of forests (Cajee, 1999). Mizoram state has

; sub—trop‘ical and sub-températe climates with high rainfall and it is



12
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s (Dutta, 1992). quority of
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stly 6n Surround—ing plant
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‘ the tribal traditional healers
yailable herbs, whereas, in
lso cause side effects.
in combination with another. The
‘nA.preparaIionS of medicinal plants,
n;  on grindstone..@ther uses involve poultice or
S, Massages or.dal.)bir_xg onto the affected part

nd Jha, 1998).

n of some herbal practitioners shows that for the treatment
: d diseases, various plants like Claoxylon hassianum,
va ichii, MﬁsSaenda' macrophylla, Phlogacanthus thyrsiformis,
;Asclepias‘ curassavica, Lonicera macaranda, Youngia japonica,
a, Dillem"a pentagyna, Ageratum conyzoides, etc., are traditionally
Lbal people of Mizoram (Lalramnghinglova, 1999; 1996; Rozika, 2001),

s baccata, Potentilla fulgens, Panax pseudoginseng, etc., are used by the

- of Meghaiaya (Syiem et al., 1999; Thamar and Syngai, 1999). However,
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1 1s chemopfevention,
) , delay, or reversal of
few of the more promising
Javanica; zapotin from

: ;éguelin from Mundelea

f ﬁétién; which can block or
s act by inducing enzymes, which
t1cm of carcinogens/mutagens. A growing
s chemoprevention, or the use of natural or
the number of mutations that may lead to cancer.
eks to identify those compounds that reduce risk and use
tives asa prevention measure for those who are at high risk
ogenic and chemopreventive Vactivities by a variety of agents
P;:Qmising chemopreventive activity include antioxidants, anti-
oestrogens and anti-androgens.

gompounds, fibre, chlorophyll, b-carotene, and vitamins such as C
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incidence of cancer and
. S anf} mirnerals was also
~of the food ingredients
| 0ssess antimutagenic
. @f certain plants were
ity of well established
Abraham et al., 1986).
us vulgaris) were shown

typhimurium tester strain

is one of the many hundreds of polycyclic aromatic
nd .i;[’s carcindgenic and genotoxic potential has attracted most
various toxicological effects, such as haiematological effects,
d developmental toxicity and immunotoxicity also. Benzo[a]pyrene
5;’0&2-8), also known as 1,4-benzo[a]pyrene (B[a]P), is a polycyclic
Qéarbon (PAH) with a chemical formula of CyHiz and a molecular
)  3,a It éxists as yellowish plates and needles, has a boiling point of 310-

0 mm Hg (Budavari et al., 1989), a melting point of 178°C, and a density
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ion process in soil or
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' intraven’ous and intraperitoneél injections etc. induced =
nant tumors in different ,tissues of mice and rats. Some of these
‘ghan.tiand benign forestomach tumors, lung adenomas, skin
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' can bind to the aryl hydrocarbon receptor (AHR), which then induces
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3), and cause genetic

tagenic potential of

‘fs‘;iSpIatin (CIS) is a
a central piatinum atom
in the cis-configuration.

en the chloride and

osition.

Cisplatin

“ius;ed as a éhemotherapeutic agent either alone or in
1gs, radiotherapy and/or surgery (Prasad and Giri, 1994; Go.
st a variety of cancers (Carter, 1984). Now, cisplatin has been
potent antitumor drug against a wide spectrum of experimental

leukemia L1210, DMBA mammary carcinoma, Rous sarcoma,

ability of cisplatin to react with nucleophilic bases in DNA and form

 and interstrand cross-links has been suggested to be the main mechanism
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re dﬁnémmalian cells (Zwelling et al.,

ic events leading to cell transformation and neoplastic
Is prevent these changes from occurring either by
o the carcinogens/their metabolites or by metabolising and
‘OB“iO“t:ics. These are known as antimutagens/anticarcinogens.
effect of turmeric was evaluated in human smokers who are knoWn
gens. A clinical trial in reverse smokers who are at a high risk of
rs' showed that turmeric administration (1g/day for 9 months) had a
mipact_on the regression of precancerous lesions such as red and white

over the palatal regions and decreased the micronuclei and DNA adducts in

thelial cells which are markers for genomic damage (Krishnaswamy, 1996).
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