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Background: unique lipopolysaccaride (LPS) and prothrombin, known active components of inflammatory and
clotting processes. Specific binding of prothrombin to calcified Ns is shown in Fig 3. Prothrombin

Atherosclerosis  is  an inflammatory  disease
has 10 Gla modified amino acids at F1 end which bind to apatite with high affinity. Thrombin

stimulated by various infectious agents. Potential
cut from prothrombin can be released since it has no Gla residues. Prothrombinase complex

contains blood coagulation factors necessary for activation of thrombin, and these factors have

contributing agents should be present at least
occasionally in blood. Kajander showed over 10

years ago that human blood contains tiny particles Gla residues binding to apatite. Thus, calcified Ns can be loaded with prothrombinase complex

(Fig. 1D) that carry calcium phosphate as their coat and after triggering could release thrombin. Non-calcified Ns did not show any prothrombin on

or cell wall'(Fig. 1A) and to which immunoassays ! them, see Fig. 3.
could be developed (Fig. 1B). The agent could cause
long infection in spite of an antibody response, The NanobacTX-ACES Nanobiotic
entered reticuloendothelial cells in rabbit” and in Study showed decreases in Coronary
rat circulation® and was excreted into urine’, where Artery Calcification EBCT scores by
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it was associated with kidney damage* and kidney " an average of 58% in Study subjects.
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Fig. 1C". The agent was classified as nanobacteria
N N ) ) calcification. Bar 1 um. (D) Immunogold staining of unculeured d di . Fig 5). 1n 91
(Nanobacterium sanguineum, Ns)’ to separate it human serum sample, highly posicive in N est (ELISA). Bar 0.2 ecreased in patients (see Fig 5). In
L . . Concrol stainings gave negative results (daca not shown) tients participating. there
from other biological entities, because Ns have patients participating, there was an
: : average decrease of 58.5% in EBCT
unique and most extraordinary 8 Fig 3. Immunofluorescence staining of BHK cultures exposed to culcured N. (A): BHK
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established possible mechanisms contributing to atherosclerosis and its complications, and tested risk factors for arterial and venous thrombus
clinical efficacy of a new targeted nanobiotic medication to reverse calcified atherosclerotic plaques formation. Our earlier animal studies have
and microvascular disease in patients with advanced heart disease. revealed thrombus formation in large veins
and arteries after Ns injection. Nanobiotic o
. . ¥
. treatment with NanobacTX was effective
Methods: = E

in reversing coronary artery calcification.

(1) Ns was screened with immunohistochemical staining (Catalyzed Signal Amplification System,
NanobacTX  treatment caused  initial

Fig. 5. NanobacTX decreases cardiac inflammation and calcium scores.

DAKO, applied to immunostaining described earlier'®) in human aortic calcific plaques and with

prospective epidemiological survey on Ns markers (Ag and Ab) done by Nyyssonen, Kajander, increase in Ns markers leading to decline with concomitant

improvement of atherosclerotic calcification scores in EBCT.

Ciftcioglu and Salonen. (2) N lipid, mineral and protein components and biological interactions pre cHe j Fid

were analyzed with focus on atherosclerosis. (3) Nanobac TX-ACES Clinical Study was undertaken Findings of the study open new insights to pathogenesis, o o

to document the efficacy of the new nanobiotic, NanobacTX, to reverse coronary artery plaque diagnostics and treatment of atherosclerosis. Improvcmﬁnts | o
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calcification in 91 patients with well-documented coronary artery disease and high levels of

coronary artery calcification. 4-month treatment outcome of NanobacTX was followed with presented in Scheme 1. Further research is clearly warranced

EBCT Coronary Artery Calcification Scoring and with Ns markers in blood. Other medications to prove the theory. FATTY STREAKS
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calcifications and medial aortic wall. The Epidemiological "
Study found an association between Ns antigen and risk of ~ Table 2. Prevalence of Ns markers
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