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Editorial Comment

Effectiveness of a standard secondary coronary
prevention program: not obligate

Guidelines of authoritative bodies on cardiometabolic syn-
dromes have provided recommendations for practicing physi-
cians in the past quarter century, with a trend to stricter tar-
gets over time. Implementation of such recommendations has
been periodically examined in primary (e. g, EUROASPIRE) or
secondary coronary heart disease (CHD) prevention studies.
Gong et al. (1) published in this issue of Anatol J Cardiol the
article entitled “Using a standardized follow-up program to im-
prove coronary heart disease secondary prevention,” which
assessed the effect of a standardized follow-up program on
secondary coronary prevention in 496 patients with CHD who
enrolled from hospitals in Beijing and compared with a control
group of 300 patients without such a standardized follow-up.
The mean age of the targeted group was 63.5 years, and 39%
of them had a history of diabetes mellitus. On the basis of the
data collected on conventional risk factor control, drug usage,
and clinical events over a mean of 4.6 years’ follow-up, it was
concluded that the interventions did not cause a significant
improvement in the body mass index (BMI) or physical activ-
ity, and although the use of lipid-lowering drugs significantly
increased, the use of antiplatelet and antihypertensive medi-
cation did not significantly improve. Regarding the risk factor
profile, although serum total and LDL-cholesterol levels were
significantly lower after the standardized follow-up, the pro-
portion of patients with hyperlipidemia was higher; the rate of
blood pressure (BP) control did not improve and plasma glu-
cose control deteriorated.

An asset of this study was the provision of prospective
data regarding major adverse cardiovascular events (MACE)
(1). Highly notable was that female patients and those without
hyperlipidemia had higher incidence of MACE, irrespective of
rates of risk factor control or drug usage. Heart failure alone
was found to be strongly predictive of MACE, while hyperten-
sion tended to a lower association with MACE than normoten-
sion; this is consistent with our observation among Turkish
women. When adjusted for age and BMI, those without com-
pared with those with elevated systolic BP had similar inci-
dence of diabetes risk and lower CHD mortality risk. (Can G,
Onat A, et al. 2016) implicated that systolic BP is only a media-
tor of risk imparted by obesity. Apolipoprotein A-l levels, which
are highly relevant in autoimmune activation, proved to medi-
ate prehypertension among Turks (2).

The authors used a potential mechanism of autoimmune
activation, underlying several of their intriguing findings and
which was proposed in the Turkish Adult Risk Factor (TARF)
study (3), among other diverse explanations. Women even
in postmenopausal status are recognized to possess nearly
half the CHD risk that men have, yet this difference was not
observed in Turks (4). Gong et al. (1) reported in this study in
females a 2.4-fold MACE risk as in males. This is most likely
because of an enhanced oxidative stress and autoimmune ac-
tivation. This contention is strongly supported by their finding
of lower total and LDL-cholesterol levels after the standardized
follow-up and hyperlipidemic patients displaying a reduced
risk for MACE. Spontaneous decline of total and LDL-choles-
terol levels often heralds manifestation of an autoimmune pro-
cess, as evidenced by the development of rheumatoid arthritis
(5) or new-onset diabetes (3) and is usually associated with
“reduced” lipoprotein [Lpl(a) levels (6). Low circulating Lp(a)
has also been reported to predict type-2 diabetes (7, 8). Inci-
dent atrial fibrillation is a newcomer to these states shown to
be predicted (“paradoxically”) by low total and LDL cholesterol
levels (9), also newly confirmed among Turks (Simsek B, Onat
A, et al., 2015, as yet unpublished).

Other circulating polypeptides or proteins have been demon-
strated to be involved in an oxidative stress-induced autoimmune
activation; these include creatinine (10, 11), thyroid-stimulating
hormone (12), asymmetric dimethylarginine (13), and HbA1c (14).

The authors’ multivariable adjusted Cox models did not in-
clude the assessment of current smoking compared with the
risk of MACE, but repeated and consistent data in TARF clearly
revealed that current smoking favorably influenced (15) and
thatits discontinuance increased autoimmune-induced cardio-
metabolic risk. Parallel reports on Norwegians (16) and Polish
women (17) were confirmatory.

In conclusion, practice guidelines are good to be used for a
majority of people at risk; however, they need to be diversified
to offer an adequate applicability to people prone to impaired
glucose tolerance. The studied Chinese population having a
mean HbA1c of 6.8% is an example for this statement.

Altan Onat
Department of Cardiology, Cerrahpasa Faculty of Medicine, istanbul
University; istanbul- Turkey

Address for correspondence: Dr. Altan Onat, Istanbul Universitesi Cerrahpasa Tip Fakiiltesi,
Kardiyoloji Anabilim Dali, Istanbul- Tiirkiye
Phone: +90 212 351 62 17 E-mail: alt_onat@yahoo.com.tr
Accepted Date: 18.5.2015 Available Online Date: 10.02.2016

©Copyright 2016 by Turkish Society of Cardiology - Available online at www.anatoljcardiol.com
DOI:10.14744/AnatolJCardiol.2015.15958



Anatol J Cardiol 2016; 16: 92-3

Effectiveness of a standard secondary coronary prevention program: not obligate

Onat A.

93

References

Gong Y, Yang F, Hong T, Huo Y. Using a standardized follow-up pro-
gram to improve coronary heart disease secondary prevention.
Anatol J Cardiol 2016; 16: 00-00.

Onat A, Can G, Ornek E, Cicek G, Murat SN, Yiiksel H. Increased
apolipoprotein A-l levels mediate the development of prehyperten-
sion. Anatol J Cardiol 2013; 13: 306-14.

Onat A, Can G. Enhanced proinflammatory state and autoimmune
activation: a breakthrough to understanding chronic diseases. Curr
Pharma Design 2014; 20: 575-84. [CrossRef]

OnatA, Donmez |, Karadeniz Y, Cakir H, Kaya A. Type-2 diabetes and
coronary heart disease: common physiopathology, viewed from au-
toimmunity. Expert Rev Cardiovasc Ther 2014; 12: 667-79. [CrossRef]
Myasoedova E, Crowson CS, Kremers HM, Fitz-Gibbon PD, Ther-
neau TM, Gabriel SE. Total cholesterol and LDL levels decrease be-
fore rheumatoid arthritis. Ann Rheum Dis 2010; 69: 310-4. [CrossRef]
Onat A, Coban N, Can G, Yiiksel M, Karagoz A, Yiiksel H, et al. Low
"quotient" Lp(a) concentration mediates autoimmune activation
and independently predicts cardiometabolic risk. Exp Clin Endocri-
nol Diabetes 2015; 123: 11-8.

Mora S, Kamstrup PR, Rifai N, Nordestgaard BG, Buring JE, Rid-
ker PM, et al. Lipoprotein(a) and risk of type-2 diabetes. Clin Chem
2010; 56: 1252-60. [CrossRef]

Ye Z, Haycock PC, Gurdasani D, Pomilla C, Boekholdt SM, Tsimikas
S, et al. The association between circulating lipoprotein (a) and
type 2 diabetes: is it causal? Diabetes 2014; 63: 332-42. [CrossRef]
Mora S, Akinkuolie AQ, Sandhu RK, Conen D, Albert CM. Paradoxi-
cal association of lipoprotein measures with incident atrial fibrilla-
tion. Circ Arrhythm Electrophysiol 2014; 7: 612-9. [CrossRef]

Onat A, Can G, Ademoglu E, Celik E, Karagéz A, Ornek E. Coronary
disease risk curve of serum creatinine is linear in Turkish men, U-
shaped in women. J Investig Med 2013; 61: 27-33.

11. Altay S, Onat A, Ozpamuk-Karadeniz F Karadeniz Y, Kemaloglu-0z

17.

T, Can G. Renal "hyperfiltrators" are at elevated risk of death and
chronic diseases. BMC Nephrol 2014; 15: 160. [CrossRef]

Onat A, Aydin M, Can G, Celik E, Altay S, Karagdz A, et al. Normal
thyroid- stimulating hormone levels, autoimmune activation, and
coronary heart disease risk. Endocrine 2015; 48: 218-26. [CrossRef]
Onat A, Kéroglu B, Can G, Karagoz A, Yiiksel M, Aydin M. Appar-
ently “low” serum asymmetric dimethylarginine is associated with
fasting glucose and tends toward association with type-2 diabetes.
Anatol J Cardiol 2014; 14: 26-33.

Altay S, Onat A, Karadeniz Y, Ozpamuk Karadeniz F;, Can G. Predic-
tion by low plasma HbA1c of mortality, cardiac and non-cardiac
disease risk: modulation by diabetic status and sex. J Investig Med
2015; 6: 821-7. [CrossRef]

Onat A, Ozhan H, Esen AM, Albayrak S, Karabulut A, Can G, et al.
Prospective epidemiologic evidence of a protective effect of smok-
ing on metabolic syndrome and diabetes among Turkish women—
without associated overall health benefit. Atherosclerosis 2007,
193: 380-9. [CrossRef]

Rasouli B, Grill V, Midthjell K, Ahlbom A, Andersson T, Carlsson S,
et al. Smoking is associated with reduced risk of autoimmune dia-
betes in adults contrasting with increased risk in overweight men
with type 2 diabetes: a 22-year follow-up of the HUNT study. Diabe-
tes Care 2013; 36: 604-10. [CrossRef]

Kwasniewska M, Pikala M, Kaczmarczyk-Chatas K, Piwonska A,
Tykarski A, Kozakiewicz K, et al. Smoking status, the menopausal
transition, and metabolic syndrome in women. Menopause 2012;
19: 194-201. [CrossRef]


http://dx.doi.org/10.2174/138161282004140213145551
http://dx.doi.org/10.1586/14779072.2014.910114
http://dx.doi.org/10.1136/ard.2009.122374
http://dx.doi.org/10.1373/clinchem.2010.146779
http://dx.doi.org/10.2337/db13-1144
http://dx.doi.org/10.1161/CIRCEP.113.001378
http://dx.doi.org/10.1186/1471-2369-15-160
http://dx.doi.org/10.1007/s12020-014-0269-z
http://dx.doi.org/10.1097/JIM.0000000000000216
http://dx.doi.org/10.1016/j.atherosclerosis.2006.07.002
http://dx.doi.org/10.2337/dc12-0913
http://dx.doi.org/10.1097/gme.0b013e3182273035

