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o The overall objective of this research was to
determine
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O What is the ability of ALKA V-6 to prevent
mutations in the DNA!?
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Acleslion of Caneer Cels

T 1. Tethering
vessel and rolling

2. Activation
3. Firm Adhesion

lumen ? o e 4. Transmigration
-‘.

endothelium

Attachment of cancer \
cells eventually leads to
metastasis of cancer.

LESS ADHESION THE

BETTER!
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Moations ad Cameze  © |

o Mutations Sometimes Lead to Cancer
o Caused by pollutants, toxins

Cancer ﬁﬂﬂ‘?f?‘ from Cligmical Bases (A.C,G.T)

Gene Mutations
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Mutagens @ ALKA V-6
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ApoPLesLs

O Programmed cell death

Normal Cell

o Cells normally age and die after
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ALKA V=6 and Apopteslis

Apoptosis increased
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Oreldative SLuRss

o Altered homeostatic balance Radicals A AOX defense
resulting from oxidant insult

O Free radicals in the body

Imbalance




ALKA V=6 ane Osledntive STuess

MDA (mmol/mg protein)

Dose dependent decrease
in oxidative stress!!
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SO0 amel CAT

O Superoxide (O,’) and hydrogen peroxide (H,0O,) are

o Toxic compounds

o If not removed can cause cancer




ALKA V=6 and SOD
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ALKA V=6 CAT
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O Most important antioxidant
o Prevents conditions that can lead to diseases




ALKA V-6 & Clutadilone

Dose dependent increase in

GSH!
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NEole Orlele

O The immune system uses nitric oxide
o fighting viral, bacterial and parasitic infections,

O Decreases proliferation of tumours




ALKA V-6 & Nitide Orlale

Significant increase in NOXx!!
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_ *Virus evades immune system
; eAttaches to our cells using
w  |surface sugars

*If this process can be inhibited
infection can be prevented
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*Shape can be
changed by changing
sugar composition
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Blueelpriellase

O Glycohydrolase enzymes are found in the
eukaryotic host cell’s Golgi apparatus




ALKA V-6 & @luesslidase

Inhibition of HIV envelope protein glucosylation

Dose dependent
decrease
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ALKA V-6 & @luewionlidase

Inhibition of HIV envelope protein glucuronylation

Dose dependent
decrease
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ALKA V-6 & Sugai composlitlon

o Can ALKA V-6 effect the sugar composition ?

o Looking or changes not increase/decrease
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ALKA V-6 8 Ribese
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0.80

0.70

Altered Ribose

Control

1:8000w/ v 1:4000w/v  1:2000w/v

1:1000 w/v




Altered Heptose
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Altered Sialic acid
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ALKA V-6 & Uwonle aeld
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Futwie Deetlons

O Using In-Vivo systems Determine
o Mechanism of action
o Toxicity




