
Introduction
Free radicals are highly reactive unstable molecular frag-
ments that have a lifespan of only a fraction of a second but 
during that time can cause genetic change, including chro-
mosomal rearrangement and mutations that precipitate 
both carcinogenic and atherosclerotic processes [1-3].

Exogenous sources of free radicals include environmental 
pollution, tobacco smoke, industrial solvents, radiation (X-
rays, gamma rays), ozone, and chlorinated drinking water. 
Dietary sources of free radicals include fried foods, polyun-
saturated vegetable oils, and nitrite food preservatives. Poly-
unsaturated oils are chemically unstable because of multiple 
loose double carbon bonds in their chemical structure. When 
subject to heat, polyunsaturated molecules oxidize rapidly to 
form hazardous free radicals [4-6].

Fortunately, there are naturally occurring antioxidants and 
free radical scavengers that protect against free radical dam-
age [7, 21]. These include vitamin C, vitamin E, selenium, 
manganese, and zinc [8-16]. 

Free Radicals and Abnormal Cell Growth 

A free radical is a renegade molecule containing an unpaired 
electron in its outer orbital [4]. The odd number of electrons 
of a free radical makes it unstable, short lived, and highly re-
active. A first free radical instantly pulls an electron from a 
molecule, thus turning it into a second free radical that starts 
a chain reaction cascade that finally damages the living cell 
[2]. Cascading free radicals alter DNA to create mutant cells 
that proliferate out of control.
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Abstract
Free radical exposure is a causative factor in both cancer and coronary artery disease (atherosclerosis). Free radicals are high-
ly reactive unstable molecular fragments that alter DNA creating mutant cells that proliferate out of control causing tumors 
throughout the body and bulges inside artery walls. The body produces enzymes which act as free radical scavengers that neu-
tralize as many free radicals as possible before they can cause harm. Unfortunately, our modern lifestyle generates far more free 
radicals than the body has mechanisms for coping. Fortunately, there are naturally occurring antioxidants that protect against 
free radical damage. This study provides the therapeutic levels of five supplementary nutrients required to protect cells from 
the damaging effects of oxygen radicals.
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Tumor suppressor genes are proteins that regulate a cell 
during cell division and replication [6]. When a tumor sup-
pressor gene is mutated by free radicals, the cell it used to 
regulate proliferates out of control, leading (a) to the growth 
and development of cancers; and (b) to abnormal growth 
and swelling between the endothelium lining and smooth 
muscle wall of arteries, which growths structurally resemble 
benign tumors. Free radical exposure precedes both cancer 
and atherosclerosis [2, 5].

Free radicals attack the smooth muscles in arteries [23-27]. 
These attacks create mini-tumors within arterial walls. As 
each tumor grows, a tiny tear develops in the endothelium. 
The blood’s coagulating mechanism responds by deposit-
ing fibrin, a clotting protein that retracts to stop the loss of 
blood. This rough scab-like structure becomes a matrix that 
traps calcium, heavy metals, macrophages, and cellular de-
bris [26-29]. To prevent obstruction from additional debris 
becoming trapped in the burgeoning atherosclerotic matrix, 
the body covers it over with a smooth layer of cholesterol. 
Note that cholesterol is the last substance laid down in the 
arterial plaque and not the first. This outer layer of choles-
terol tends to become oxidized from further free radical at-
tack [29]. Cholesterol thus appears to serve a dual protective 
role: (1) to improve blood flow by adding a smooth surface 
to the damaged arterial wall; and (2) to prevent free radicals 
from causing further damage to the artery itself.

Free Radical Scavengers

Oxygen free radicals are especially dangerous because they 
react with so many other kinds of molecules. The body pro-
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duces enzymes which act as free radical scavengers that 
neutralize as many free radicals as possible before they 
can cause harm. Catalase breaks down hydrogen peroxide, 
glutathione peroxidase neutralizes other peroxides, and 
superoxide dismutase (SOD) neutralizes superoxide. These 
scavenger enzymes require an adequate supply of selenium, 
zinc, and manganese in order to function well [17]. Unfortu-
nately, our modern lifestyle generates far more free radicals 
than the body has mechanisms for coping.

Vitamin C

Vitamin C facilitates the body’s production of coenzyme 
Q10, an internally generated antioxidant [18]. 

Relatively large amounts of vitamin C (ascorbic acid) are re-
quired; if you want results, you have to use enough to get 
the job done [20]. Supplementation required to provide 
optimal levels of CoQ10 appears to fall within the range of 
4,000 to 4,500 mg daily [22]. Vitamin C is most efficiently 
utilized when taken throughout the day in divided amounts 
with meals.  

Vitamin E

Vitamin E is a fat-soluble antioxidant that protects against 
free radicals, including superoxides, hydroxyl radicals, per-
oxides, and hydroperoxides [18]. Supplementation required 
to provide optimal antioxidant protection appears to fall 
within the range of 600 to 650 IU daily [22]. Most efficiently 
utilized are the two natural forms of vitamin E, d-alpha to-
copherol and d-alpha tocopheryl succinate. 

Selenium

Selenium may be hundreds of times more potent than vita-
min E as an antioxidant [19]. The body incorporates sele-
nium into glutathione peroxidase; an antioxidant enzyme 
that detoxifies hydrogen peroxide and fatty acid peroxides 
[18]. Supplementation required providing optimal antioxi-
dant protection appears to fall within the range of 200 to 
350 mcg daily [22]. The safest and most efficient source of 
this micro mineral is selenium amino acid chelate.

Manganese

Manganese facilitates the body’s production of free radical 
scavengers [18]. Supplementation required to provide op-
timal benefits from manganese appears to fall within the 
range of 15 to 25 mg daily [22]. The most efficient source of 
this mineral is the organic molecule, manganese gluconate.

Zinc

Zinc facilitates the body’s production of free radical scav-
engers [18]. Supplementation required to provide optimal 
benefits from zinc appears to fall within the range of 25 to 
35 mg daily. The most efficient source of this mineral is the 
organic molecule, zinc gluconate.

Conclusion
Free radicals are highly reactive molecular fragments that dam-
age DNA to create mutant cells that proliferate out of control. 
This rampant cellular proliferation damages arteries and creates 
tumors throughout the body. Our modern lifestyle generates far 

more free radicals than the body has mechanisms for coping. 
This study recommends therapeutic levels of five naturally oc-
curring antioxidants to protect cells from the damaging effects 
of oxygen radicals.   

 

References
1.	 What are free radicals? LiveScience.com.

2.	 Phaniendra A, Jestadi DB, Periyasamy L (2015) Free radi-
cals: properties, sources, targets, and their implication in 
various diseases. Indian J Clin Biochem 30:11-26. [Crossref]

3.	 Banksonn DD, Kestin M, Rifai V (1993) Role of free radicals 
in cancer and atherosclerosis. Clinics in Laboratory Medi-
cine 13: 463-480. [Crossref]

4.	 Tumor suppressor gene. Wikipedia.org. 

5.	 Miller ER, Appel LJ (1997) The effect of antioxidant vitamin 
supplementation on traditional cardiovascular risk factors. 
J Cardiovasc Risk 4:19-24. [Crossref]

6.	 Lynch SM, Gaziano JM, Frei B (1996) Ascorbic acid and 
atherosclerotic cardiovascular disease. Subcell Biochem 
25:331-67. [Crossref]

7.	 Salonen RM, Nyyssonen K (2003) Six-year effect of com-
bined vitamin C and vitamin E supplementation on athero-
sclerotic progression. Circulation 107: 947-953. [Crossref]

8.	 Behnaz A, Mohammadreza V (2020) Vitamin C and cancer: 
the role of vitamin C in disease progression and quality of 
life in cancer patients. Nutr Cancer 21: 1-11. [Crossref]

9.	 Jiang Q (2017) Natural forms of vitamin E as effective 
agents for cancer prevention and therapy. Advances in Nu-
trition 8: 850-867. [Crossref]

10.	 Flores-Mateo G, Navas-Acien A (2006) Selenium and coro-
nary heart disease: a meta-analysis. Am J Clin Nutr 84:762-
773. [Crossref]

11.	 Vinceti M, Filippini T (2018) Selenium for preventing can-
cer. Cochrane Database Syst Rev 29: 1. [Crossref]

12.	 Robbins D, Zhao Y (2014) Manganese superoxide dismutase 
in cancer prevention. Antioxid Redox Signal 20:1628-1645. 
[Crossref]

13.	 Little PJ, Bhattacharya R (2010) Zinc and cardiovascular dis-
ease. Nutrition 26:1050-1057. [Crossref]

14.	 Prasad AS, Beck FWJ (2009) Zinc in cancer prevention. Nutr 
Cancer 61: 879-881. [Crossref]

15.	 Rowland D (2016) Bypass the Bypass: Restore Circulation 
Without Surgery. Bloomington: Balboa 53-55. 

16.	 Rowland D (2016) Bypass the Bypass: Restore Circulation 
Without Surgery. Balboa 51: 64-65. 

17.	 Zhu LZ (1992) Difference of antioxidative effect between 
vitamin E and seleniusm” in Lipid-Soluble Antioxidants: 
Biochemistry and Clinical Applications. Birkhauser Basel  
92-104. 

Volume - 2 Issue - 2

Citation: Rowland D (2021) Antioxidant Therapy to Protect Against Free Radical Damage Implicated in Coronary Heart Disease and Cancer. 
OSP J Health Car Med 2: HCM-2-126

Copyright © Rowland DOSP J Health Car Med

•  Page 2 of 3 •

https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4310837/
https://pubmed.ncbi.nlm.nih.gov/8319430/#:~:text=Much indirect evidence implicates reactive,the normal process of aging.
https://pubmed.ncbi.nlm.nih.gov/9215516/
https://pubmed.ncbi.nlm.nih.gov/8821982/#:~:text=The possible mechanisms by which,conversion of cholesterol to bile
https://pubmed.ncbi.nlm.nih.gov/12600905/
https://pubmed.ncbi.nlm.nih.gov/32691657/
https://pubmed.ncbi.nlm.nih.gov/29141970/
https://pubmed.ncbi.nlm.nih.gov/17023702/
https://pubmed.ncbi.nlm.nih.gov/29376219/
https://pubmed.ncbi.nlm.nih.gov/23706068/#:~:text=The activities of superoxide dismutases,in cancer prevention animal models.
https://pubmed.ncbi.nlm.nih.gov/20950764/#:~:text=Zinc is a vital element,coronary artery disease and cardiomyopathy.
https://pubmed.ncbi.nlm.nih.gov/20155630/#:~:text=Zinc inhibits NF%2Dkappa B,increasing apoptosis in cancer cells.


18.	 Hickey S, Saul AW (2009) Vitamin C: The Real Story. Laguna 
Beach.

19.	 Passwater RA (1998) The Antioxidants. Philadelphia: Mc-
Graw-Hill. 

20.	 Rowland D (2016) Bypass the Bypass: Restore Circulation 
Without Surgery. Balboa 71-72.

21.	 Walia M, Kwan C, Grover AK (2003) Effects of free radicals 
on coronary artery. Medical Principles and Practice 1-9. 
[Crossref]

22.	 Maxwell SR (2000) Coronary artery disease – free radical 
damage, antioxidant protection and the role of homocys-
teine. Basic Research Cardiology 95:165-171. [Crossref]

23.	 Khan F, Butler R (1998) Free radicals in cardiovascular dis-
ease. Proc Royal College Physicians Edinburgh 28:102-110. 

24.	 Bahoran T, Soobrattee MA (2006) Free radicals and antioxi-
dants in cardiovascular health and disease. IJMU 1. 

25.	 Niki E (2011) Do free radicals play causal role in athero-
sclerosis? Low density lipoprotein oxidation and vitamin E 
revisisted. J Clin Biochem Nutr 48:3-7. [Crossref]

26.	 Davies MJ (1997) The composition of coronary-artery 
plaques. New England Journal of Medicine 36: 1312-1314. 
[Crossref]

27.	 Tomey MI, Narula J, Kovacic JC (2014) Advances in the un-
derstanding of plaque composition and treatment options: 
year in review. J Am Coll Cardiol 63:1604-1616. [Crossref]

28.	 Cebi A, Kaya Y, Gungor H (2011) Trace elements, heavy 
metals and vitamin levels in patients with coronary artery 
disease. Int J Med Sci 8: 456-460. [Crossref]

29.	 Aviram M (1996) Interaction of oxidized low density lipo-
protein with macrophages in atherosclerosis, and the an-
tiatherogenicity of antioxidants. Eur J Clin Chem Clin Bio-
chem 34: 599-608. [Crossref]

Volume - 2 Issue - 2

Citation: Rowland D (2021) Antioxidant Therapy to Protect Against Free Radical Damage Implicated in Coronary Heart Disease and Cancer. 
OSP J Health Car Med 2: HCM-2-126

Copyright © Rowland DOSP J Health Car Med

•  Page 3 of 3 •

https://pubmed.ncbi.nlm.nih.gov/12566961/#:~:text=Excess ROS have been associated,coronary disease and ischaemia%2Dreperfusion.
https://pubmed.ncbi.nlm.nih.gov/11192356/#:~:text=Two such factors are dietary,activity in the vascular wall.
https://pubmed.ncbi.nlm.nih.gov/21297905/#:~:text=Free radicals must play causal,right time to right subjects.
https://pubmed.ncbi.nlm.nih.gov/9113937/
https://pubmed.ncbi.nlm.nih.gov/24583311/
https://pubmed.ncbi.nlm.nih.gov/21850195/#:~:text=Conclusions%3A Serum level of trace,increased in patients with CAD.
https://pubmed.ncbi.nlm.nih.gov/8877334/

