Pyeg S 58 R i 2Rk 2019 4E9 H 9 H 45 6 %5 3 Electron J Metab Nutr Cancer,Sep. 9,2019,Vol. 6,No. 3 + 365 -

e N
* %ﬁ * DOI: 10.16689/j.cnki.cnll -9349/r.2019. 03. 018

2 48 3 Bk 08 A T 1 7 s 3 R T B S 22 1 B T BUdR it

"MK, Thomas Levy (' R RZE LB EFAEFA S5, T4 E,SC 29212 £ H ;’Riordan Clinic, Centennial,
Colorado 80016, USA)

FE: kol FERE AL O RO B9 RO AR (b o VA0 VA B s R B+ 20 S 2%, 95 e 2 A OC IKUBS: R %, (H 3
A SCHR B G2 S PR oK AR AL — B R AL R S A s ) T (9 SR B o AR STl ORI 0 A7 1 30 L4 A STk v 4
FERUR BB 1A A 0 LA O UG P 3R, B T — A SRR R AL R A R R i i i e . i TARAL IR ) Tk MR R C
AR B BAF N FRAFSEATAE , DL RO — AN TE B Sl BKAS REAS S AL 54 0 L2 ], e 28 5 BIOR AR BRESR 1O TR B A M O B 3
FELL SO LER AR o I 2218 S AR AR AL, JoeEE A PEAL B SR S T S IR R AR B A 367 S s 2 21 £ A . SRk E
T3V i S EUGHTA M JUH4EAE R C) FEE , i ORI R A BRI, 2 110 5 DS I PSS A A LA AN BRI Tl o 31X —
PG ATWLT R TREAL AT o XA 7 SRR (4R R C) RIS M 8] B A8 AL HAT R i X3

R - L PN 5 KSR RERE AL s 4R 2R C

Clinical intervention of coronary atherosclerosis in etiology, pathology and functional medicine
"CHENG, Richard Zhang, > THOMAS Levy
]Cheng Integrative Health Center, Columbia SC 29212, USA; ’Riordan Clinic, Centennial, Colorado 80016, USA

Abstract: Although the pathogenesis of CVD is very complicated and involves a variety of risk factors, it has been generally
recognized and accepted in the literature that atherosclerosis is an inflammatory disease characterized by elevated oxidative stress.
Sufficient basic research and preliminary clinical studies show that atherosclerosis is potentially reversible. Based on the review and
analysis of decades of research, we propose a new theory of atherosclerosis development. Due to the continued and usually worsening
presence of the increased oxidative stress, vitamin C deficiency, collagen synthesis deficiency and other pathogenic factors, this
abnormal mechanism of arterial wall repair will not stop, which eventually leads to the formation of atherosclerosis plaque, resulting
in arterial stenosis, occlusion and myocardial ischemia. Low carbohydrate diet promotes health, optimal and personalized nutrition
and plays a leading role in the treatment and prevention of coronary atherosclerosis. In this paper, the mechanism of coronary heart
disease is not limited to coronary heart disease due to the depletion of antioxidants (especially vitamin C) caused by the increase of
oxidative pressure caused by toxin increase. This phenomenon can also be seen in osteoporosis. The dynamic changes among
oxidative stress, antioxidants (vitamin C), and collagen synthesis were regional.
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