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NoakesÕ diet and health implications 
 
The apparent endorsement by Members of Parliament of South Africa of the latest fashionable 
diet, ÔBantingÕ (ÔSAÕs Ticking Time-bombÕ, Cape Times, 19 August 2014) and the message it 
sends out to the public about healthy eating, is cause for deep concern - not only regarding 
ParliamentÕs  support for it as an evidenced-based Ôdiet revolutionÕ, but sadly, th e long-term 
impact this may have on the health of the very people they have been elected to serve.   
 
Any diet for weight loss and maintenance should be safe and promote health in the long-term.  
Currently the long term safety and health benefits of low carbohydrate, high fat diets Ð such as 
Atkins, Paleo and South Beach, and in which Banting falls -   are unproven, and in particular 
whether it is safe in pregnancy and childhood.  
 
Importantly, while the consumption of a low carbohydrate, high fat diet may lead to initia l 
weight loss and associated health benefits - as indeed would a balanced weight loss diet  - 
there is good reason for concern that this diet may rather result in nutritional defici encies, 
increased risk for heart disease, diabetes mellitus, kidney problems, constipation,  certain 
cancers and excessive iron stores in some individuals in the long term. Resear ch leaves no 
doubt that healthy balanced eating is very important in reducing disease risk (see web page 
below dedicated to this debate ). 
 
It is therefore a serious concern that Professor Timothy Noakes, a colleague res pected for his 
research in Sports Science, is aggressively promoting this diet as a Ôrevol utionÕ, making 
outrageous unproven claims about disease prevention, and maligning the integrity and 
credibility of peers who criticize his diet for being evidence-deficient and not conforming to the 
tenets of good and responsible science.  This goes against the University of Cape TownÕs 
commitment to academic freedom as the prerequisite to fostering responsible and r espectful 
intellectual debate and free enquiry. 
 
This is not the forum to debate details of diets, but to draw attention to the need for us to be 
pragmatic. Research in this field has proven time and again that the quest for lean and h ealthy 
bodies cannot be a quick-fix , Ôone- size-fits-allÕ solution. The major challenge lies in establishing 
sustainable and healthy dietary and physical activity patterns to promote long term we ight 
maintenance and health after weight loss, and includes addressing psychosocial, 
environmental and physiological factors.  

The Editor 
Cape Times 
22 August 2014 
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Research article

Distinguishing online academic bullying: identifying new forms of
harassment in a dissenting Emeritus Professor's case

Travis Noakesa,* , Tim Noakesb

a Dr Travis Noakes, Faculty of Informatics and Design, Cape Peninsula University of Technology, Cape Town 7700, Western Cape Province, South Africa
b Adjunct Professor Tim Noakes, Faculty of Informatics and Design, Cape Peninsula University of Technology, Cape Town 7700, Western Cape Province, South Africa

A R T I C L E I N F O

Keywords:
Activity theory
Cyberbullying
Higher education
Peer victimisation

A B S T R A C T

The shift of academic discourse to an online space without guardians gives motivated academic cyberbullies an
opportunity to harass susceptible recipients. Cyberbullying by higher education employees is a neglected phe-
nomenon; despite the dangers it poses to academic free speech as well as other negative outcomes. In the absence
of an adequate de! nition for Online Academic Bullying (OAB) as a surfacing threat, its Õtargets cannot readily
gauge its severity or con! dently report that they are victims. Nor do their attackers have a reference point for
understanding and, perhaps, correcting their own incivility.

To remedy this, we propose an analytical framework grounded in Routine Activity Theory (RAT) that can serve
as an appropriate reporting instrument. The OABRAT framework is illustrated with an Emeritus Professor's case
and the varied examples of cyber harassment that he experienced. This scienti! c in" uencer was relentlessly
attacked on social media platforms by varied academics for expressing contrarian, but evidence-based, opinions.
Spotlighting OAB's distinctive attacks should raise awareness amongst researchers and institutional policy makers.
The reporting instrument may further assist with identifying and confronting this threat.

This article also " ags ethical concerns related to dissident scholarsÕusage of online platforms for informal,
public debates. Such scholars may face an asymmetrical challenge in confronting cyber harassment from hy-
percritical academics and cybermobs on poorly moderated platforms. Universities should therefor consider
appropriate countermeasures to protect both the public and their employees against victimisation by academic
cyberbullies.

1. Introduction

This article addresses a destructive phenomenon in higher education
(HE) of whose risks many scholars may be unaware. Workplace and ac-
ademic bullying are well-documented, as is cyberbullying and trolling
within different ideological, political, religious and non-ideological set-
tings. In contrast, there is less information describing how scholars
experience cyber harassment and its untoward consequences (Cassidy
et al., 2017). Our article makes a contribution by identifying the emer-
gent threat of Ôonline academic bullyingÕ (OAB) in HE: OAB is a
drawn-out situation in which its recipient experiences critique online by
employees in HE that is excessive, one-sided and located outside of
typical scholarly debate and accepted standards for its! eld. We base this
de! nition on extant conceptualizations of academic bullying that have
focused on aggression and incivility among faculty members (Keashly
and Neuman, 2010). Academic bullying among faculty is a form of

workplace bullying that is common, although not as extensively
researched as other types of bullying (Mahmoudi, 2019). With the
expansion of the use of social media, academics interact with others
online, with legitimate informal debates or OAB ensuing. However, to
our knowledge, research on this digital form of intellectual harassment
by academic cyberbullies is non-existent.

The online space has particular characteristics, which include ano-
nymity, being boundaryless in terms of time and audience, and sup-
porting, indeed encouraging, coordinated action. This environment's
characteristics may be attractive to academics who are motivated to
squash dissident opinions. A susceptible OAB recipient who espouses a
contrarian view is likely to utilise online mechanisms for sharing ideas
that may be suppressed in conventional academic fora. However, this
strategy is risky since academic free speech and critique can be subverted
by opponents and even abused. For example, academic cyberbullies may
readily justify cyber harassment as an acceptable response to

Contents lists available atScienceDirect
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KEEP FITNESS

LEGAL
Defending the brand from junk

science, yellow journalism, and

invincible ignorance

Big Food Vs. Tim Noakes: The Final Crusade

Dr. Tim Noakes.

Tim NoakesÕ Final Crusade

An American may not be able to grasp what Tim Noakes means to South Africa since no equivalent to Professor Noakes

exists in the U.S. In South Africa, Noakes is a nationally famous exercise scientist and physician who has transformed the

practice of sport by challenging most commonly held beliefs. And yet, NoakesÕ own university and colleagues, along with

the medical establishment, have suddenly turned against him in what he describes as his ÒÞnal crusade.Ó Having

demolished dogma on subjects as diverse as hydration, motivation and fatigue, Noakes may have gone a step too far. He

took on carbs.

On the surface, the Tim Noakes controversy looks like a simple turf war between the renegade scientist and a few South

African dietitians. That story goes something like this: in February 2014, the world-renowned exercise physiologist and

M.D. tweeted  that babies should be weaned onto low-carbohydrate diets. Then Claire Julsing Strydom, the president of

South AfricaÕs dietetics association, ADSA, reported Noakes for unprofessional conduct. Noakes chose to Þght back and

defend his dietary advice even though he no longer practices medicine and could just as well have given up his license. And

Þnally, after dozens of hours of hearings, South AfricaÕs council for health professionals will decide whether Noakes will

keep his medical license.

It feels like weÕve seen this story a thousand times before. Entrenched interests attempt to protect their industry from

renegade outsiders empowered by the internet. It looks like the taxi industry vs. Uber, or ACSM vs. CrossFit afÞliates. To

get any deeper, you have to do a little bit of investigation.

Bill Gifford published a superÞcial treatment  of the Noakes trial in Outside Magazine last month. Gifford attended a

hearing in South Africa, saw Claire Strydom break down in tears and wondered, ÒIs this really the face of the vast pro-carb

conspiracy that Noakes seems to think is arrayed against him?Ó In the Þeld of nutrition, though, things are rarely as they

seem. OutsideÕs Gifford apparently did not bother with even the most basic level of research. We did.

We were already familiar with Dr. Noakes from our research on over-drinking in sports. Noakes wrote the most important

book on the subject, ÒWaterlogged .Ó And when CrossFit organized a scientiÞc conference on that topic, we got to know
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The Banting Memorial Lecture 1971

Physiology of Insulin In Man

George F. Cahill, Jr., M.D., Boston

SUMMARY

Insulin serves as the body's signal for  the fed or  fasted
state. High insulin levels, the "fed"  signal, initiat e tissue up-
take and storage of fuels. Low insulin levels, the "fasted"
signal, initiat e mobilization of stored fuels from tissue
stores, the rate being proportional to the lowness of the
insulin. Certain metabolic states such as obesity or  trauma
alter  the concentration of insulin at which no net transfer
of fuel occurs, resulting in insulin resistance or  hyper-
sensitivity. DIABETE S 20:785-99, December, 1971.

It is now fifty  years since Banting and Best success-
fully gave to a diabetic dog a pancreatic extract which
significantly diminished blood glucose concentration.1

This dramatic event was soon followed by widespread
clinical usage, acutely saving many ketosis-prone dia-
betics from fatal acidosis and subsequently not only pro-
longing their lives but also promoting the well-being
of countless others with less severe forms of the disease.
This discovery also initiated a long series of studies into
the physiological controls of carbohydrate and, later,
protein and lipid metabolism. A few of the more recent
of these findings wil l be summarized in this brief review,
and insulin's physiologic role in man wil l be set into a
rather simple scheme, hopefully with some practical
applications to clinical problems.

Presented by George F. Cahill , Jr., M.D., at the Thirty -
first  Annual Meeting of the American Diabetes Association
in San Francisco on June 22, 1971.

From the Joslin Diabetes Foundation, Inc. and the Depart-
ment of Medicine, Harvard Medical School and the Peter  Bent
Brigham Hospital, Boston, Massachusetts.

InsulinÑ the over-all fuel control in mammals. Multi -
organ beings need communication systems. Simply speak-
ing, the concentration of circulating insulin serves to
coordinate fuel storage and fuel mobilization into and
out of the various depots with the needs of the organ-
ism, and with the availability or lack of availability of
fuel in the environment. High levels of insulin herald
the "fed" state; low levels, the "fasted" state. There is
evidence in non-mammalian vertebrates that other hor-
mones, such as adrenal cortical hormones in fish2 or
glucagon in birds3 may play a dominant role in fuel
mobilization, but in mammals, most data support insu-
lin, or more accurately, its lowness or lack, as the
primary signal for fuel mobilization during fasting. In
the fed state, however, insulin appears indubitably to be
the signal in all vertebrates. In figure i is hypothetically
drawn man's fuel balance during a normal day's ac-
tivity , relating insulin levels, one metabolic fuel, glu-
cose, and over-all body anabolism and catabolism to the
fed and fasted states respectively. Subsequent discussion
wil l center about insulin's central role in this basic
scheme.

Rules of the game. Mamma?.';, and particularly man,
appear to abide by several general metabolic guidelines
relating to fuel homeostasis. These rules, for those so
interested, provide fertile ground for teleologic specula-
tion since, obviously, they have or must have had major
survival value. One of these is to maintain glucose
levels within very narrow limits, returning the level rap-
idly to the norm if perturbed in either direction. A sec-
ond guideline is to maintain an optimal storage of gly-
cogen for emergency fuel, and once this quantity has
been accumulated, to convert any excess carbohydrate
calories into fat. A third, which is analogous to the
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!"$% Rules of the game. Mammals and particularly man, 
appear to abide by several general metabolic guidelines 
relating to fuel homeostasis. These rules, for those so 
interested, provide fertile ground for teleologic specula-
tion since, obviously, they have or must have had major 
survival value. One of these is to maintain glucose levels 
within very narrow limits, returning the level rapidly to 
the norm if perturbed in either direction. 
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Abstract: As exercise intensity exceeds 65% of maximal oxygen uptake carbohydrate energy sources
predominate. However, relative to the meager 4Ð5 g blood glucose pool size in a postabsorptive
individual (0.9Ð1.0 gáL! 1 " 5 L blood = 18Ð20 kcal), carbohydrate (CHO) oxidation rates of20 kcalámin ! 1

can be sustained in a healthy and Þt person for one hour, if not longer, all the while euglycemia is
maintained. While glucose rate of appearance (i.e., production, Ra) from splanchnic sources in a
postabsorptive person can rise 2Ð3 fold during exercise, working muscle and adipose tissue glucose
uptake must be restricted while other energy substrates such as glycogen, lactate, and fatty acids are
mobilized and utilized. If not for the use of alternative energy substrates hypoglycemia would occur
in less than a minute during hard exercise because blood glucose disposal rate (Rd) could easily exceed
glucose production (Ra) from hepatic glycogenolysis and gluconeogenesis. The goal of this paper is
to present and discuss the integration of physiological, neuroendocrine, circulatory, and biochemical
mechanisms necessary for maintenance of euglycemia during sustained hard physical exercise.

Keywords: glucose; metabolism; exercise; homeostasis; euglycemia; lactate

1. Introduction

Maintenance of blood glucose concentration in a narrow range is a major physiological priority [ 1].
Because of its essential role in brain metabolism, an acute fall in glucose results in disorientation, seizure,
and even death. On the other hand, a chronic elevation in blood glucose concentration, results in glucose
toxicity, diabetes, and metabolic syndrome. The problem of maintaining blood glucose homeostasis
(euglycemia) is always a major challenge, particularly after high carbohydrate containing meals and

"#

The 5 litres of blood contains 5 grams of glucose.
If this is habitually increased to 6 grams, the person has type 2 diabetes 
mellitus.
If it is reduced to 2 grams, the person will be barely conscious and at risk of 
developing irreversible brain damage.
During exercise, the rate of blood glucose use can increase to 1 gram per 
minute. 

However, the greatest threat to blood glucose regulation is NOT 
exercise or even fasting or starvation.

It is the ingestion of dietary carbohydrate.
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1. Introduction

Maintenance of blood glucose concentration in a narrow range is a major physiological priority [ 1].
Because of its essential role in brain metabolism, an acute fall in glucose results in disorientation, seizure,
and even death. On the other hand, a chronic elevation in blood glucose concentration, results in glucose
toxicity, diabetes, and metabolic syndrome. The problem of maintaining blood glucose homeostasis
(euglycemia) is always a major challenge, particularly after high carbohydrate containing meals and
during physical exercise when the demand for carbohydrate (CHO) energy use is huge compared to blood
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Objective. Hyperglycemia improves when patients with type 2 diabetes are placed on a

weight-loss diet. Improvement typically occurs soon after diet implementation. This rapid

response could result from low fuel supply (calories), lower carbohydrate content of the

weight-loss diet, and/or weight loss per se. To differentiate these effects, glucose, insulin,

C-peptide and glucagon were determined during the last 24 h of a 3 -day period without

food (severe calorie restriction) and a calorie-sufficient, car bohydrate-free diet.

Research design. Seven subjects with untreated type 2 diabetes were studied. A

randomized-crossover design with a 4-week washout period between arms was used.

Methods. Results from both the calorie-sufficient, carbohydrate-free diet and the 3-day

fast were compared with the initial standard diet consisting of 55% carbohydrate, 15%

protein and 30% fat.

Results. The overnight fasting glucose concentration decreased from 196 (standard diet)

to 160 (carbohydrate-free diet) to 127 mg/dl (fasting). The 24 h glucose and insulin area

responses decreased by 35% and 48% on day 3 of the carbohydrate-free diet, and by 49% and

69% after fasting. Overnight basal insulin and glucagon remained unchanged.

Conclusions. Short-term fasting dramatically lowered overnight fasting and 24 h

integrated glucose concentrations. Carbohydrate restriction per se could account for 71%

of the reduction. Insulin could not entirely explain the glucose responses. In the absence of

carbohydrate, the net insulin response was 28% of the standard diet. Glucagon did not

contribute to the metabolic adaptations observed.

Published by Elsevier Inc.
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Circadian rhythm
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Abbreviations: T2DM, type 2 diabetes mellitus; CHO, carbohydrate; IRB, Institutional Review Board; h, hour; kcal, kilocalorie; kg,
kilogram; DPC, Diagnostic Product Corporation; DSL, Diagnostic Systems Laboratories, Incorporated; SDTU, Special Diagnostic &
Treatment Unit; AM, ante meridiem; STD, standard; SEM, Standard Error of the Mean; M.T., Medical Technologist.
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