
PART 2 

Read the text below and answer questions 14–26. 

THE GREAT FAT DEBATE: CHANGING DIETARY GUIDELINES 

A 
For much of the late twentieth century, public health advice in several high-income 
countries treated dietary fat as a primary driver of weight gain and heart disease. The 
message was memorable partly because it was numerically simple: fat contains more 
energy per gram than carbohydrate or protein, so reducing fat intake appeared a direct 
route to lowering calories. Public campaigns and food labels reinforced this logic, and 
manufacturers reformulated products to advertise “low-fat” credentials. Yet the apparent 
clarity hid an important ambiguity: whether reducing fat improved health depended on 
which fats were being reduced, what replaced them, and how overall dietary patterns 
changed as a result. 

B 
The historical origins of fat-focused guidelines are often associated with a period when 
cardiovascular disease was rising and epidemiological research sought broad dietary 
explanations. Ancel Keys’ Seven Countries Study, frequently cited in this context, 
suggested that populations consuming more saturated fat tended to show higher average 
blood cholesterol and higher rates of heart disease. Such findings were influential, but they 
were also correlational: observational patterns can reveal associations across populations 
without demonstrating direct causation in individuals. Moreover, factors such as smoking 
prevalence, physical activity, medical care, and food availability differ across countries 
and can complicate interpretation. Nevertheless, the combination of a plausible biological 
pathway and an urgent public health problem made low-fat advice politically attractive and 
scientifically defensible—at least within the limits of the evidence then available. 

C 
As research accumulated, the conversation shifted from “fat” as a single category to fat as 
a set of chemically distinct substances with different effects on the lipid profile. Saturated 
fats tend to raise LDL cholesterol, a particle strongly linked to atherosclerotic plaque 
formation, although they may also raise HDL cholesterol, which is often treated as 
protective. Unsaturated fats—especially polyunsaturated fats—can lower LDL when they 
replace saturated fats, improving cardiovascular risk markers in many studies. Trans fats, 
produced industrially in partially hydrogenated oils, became a pivotal example: they raise 
LDL while lowering HDL, and they are associated with increased risk, which led many 
jurisdictions to restrict or effectively eliminate them from the food supply. This nuance 
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undermined the earlier “total fat” framing and forced a more mechanistic question: which 
substitution produces the most favourable metabolic outcome? 

D 
A second turning point involved the unintended consequences of translating nutrient 
advice into commercial food products. When fat was reduced in processed foods, 
palatability often had to be restored, and manufacturers frequently relied on refined 
starches or sweetness. This produced what some commentators called the “SnackWell 
effect”: consumers interpreted “low-fat” as a health guarantee and ate larger portions, 
while the products themselves could be energy-dense and rapidly absorbed. In many 
diets, therefore, reduced fat did not automatically reduce calories; instead, fat was 
replaced by refined carbohydrates and added sugars, contributing to high glycaemic loads 
and—among susceptible individuals—worsening markers associated with metabolic 
syndrome. The episode became a cautionary tale about nutrient-by-nutrient messaging: a 
guideline can be logically correct in theory yet generate counterproductive outcomes when 
it is implemented through highly processed substitutions. 

E 
Disagreement persisted partly because nutrition science is methodologically constrained. 
Randomised controlled trials are regarded as the strongest design for causal inference, but 
long-term trials that control entire diets are expensive and difficult to maintain, and 
participant adherence tends to decline over time. As a result, evidence often comes from 
shorter interventions using surrogate endpoints (such as LDL levels), combined with large 
observational studies tracking disease outcomes. Observational work, however, 
frequently relies on food-frequency questionnaires and other self-reported measures, 
which are vulnerable to recall error and social desirability bias. Confounding is another 
challenge: people who choose certain fats may also differ in education, exercise, smoking, 
and healthcare access. These limitations do not make guideline development impossible, 
but they help explain why expert panels sometimes weigh the same body of evidence 
differently and why public advice can appear to “change its mind.” 

F 
A further complication is that dietary effects are not uniform across individuals. Genetic 
variability influences lipid metabolism, and the same macronutrient ratio can produce 
different blood markers in different people. The gut microbiome may also mediate how 
foods are processed, generating metabolites that interact with inflammation and insulin 
sensitivity. Activity levels, medication use, and existing cardiometabolic risk shape the 
consequences of dietary change, so a substitution that improves one person’s lipid profile 
may have a smaller effect in another. This has encouraged interest in “precision” or 
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personalised nutrition, but critics note that commercial personalised claims can outrun 
clinical evidence, especially when recommendations are based on limited biomarkers or 
short-term responses rather than long-term outcomes. The safest inference, therefore, is 
not that guidelines are useless, but that population advice inevitably simplifies a 
biologically heterogeneous reality. 

G 
In recent decades, many guidelines have moved toward pattern-based recommendations 
that incorporate these lessons. Rather than prescribing a single percentage of total fat, 
modern advice typically emphasises food quality and substitution: minimise trans fats, 
limit saturated fat, and preferentially use unsaturated sources from nuts, seeds, fish, and 
plant oils—particularly when they replace refined carbohydrates. Dietary patterns such as 
Mediterranean-style eating have become influential because they describe a food matrix—
vegetables, legumes, whole grains, and healthy fats—rather than isolating one nutrient. 
This approach also acknowledges that the same nutrient can behave differently depending 
on the broader diet and processing level. The central message of the “fat debate,” then, is 
not a dramatic reversal but a refinement: health outcomes depend on the type of fat, the 
quality of the diet, and the trade-offs created by what people eat instead. 

Questions 14–19 

Which paragraph contains the following information? 

14 An example of regulation aimed at removing a particular industrial fat because of 
adverse health effects. 

15 A discussion of research limits that arise when diet data depend on participants’ own 
reporting. 

16 A warning that “low-fat” product reformulation could increase refined carbohydrates or 
sugar intake. 

17 A reference to early population research associated with Ancel Keys, while noting the 
limits of correlation. 

18 The idea that biological diversity (e.g., genes or microbiota) can alter how the same diet 
affects different people. 

19 The view that modern guidance increasingly focuses on overall dietary patterns rather 
than a single nutrient target. 

Questions 20–23 

Complete the summary below. Choose ONE WORD ONLY from the text for each answer. 
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Why dietary fat guidance changed 

Early dietary advice treated 20 ............... as a single category, influenced by 
epidemiological work that could not prove 21 ................ As industry responded, 
consumers sometimes treated “low-fat” as a health 22 ............... and ate larger portions, 
potentially undermining metabolic outcomes. Meanwhile, researchers faced 
methodological constraints because much intake data is 23 ..............., and long-term 
controlled trials are difficult to sustain. 

Questions 24–26 

Select the correct answer. 

24 What is the writer’s main point about why the original “fat story” became too simple? 

A It ignored the role of cholesterol entirely and focused only on calories. 
B It treated fats as identical and overlooked what foods replaced fat in real diets. 
C It assumed refined carbohydrates were always healthier than fats. 
D It was based only on randomised trials that later proved unreliable. 

25 Why does the passage say long-term randomised controlled trials are hard to use in 
nutrition? 

A Because they cannot measure lipid profiles accurately over time. 
B Because they are unnecessary once observational studies show associations. 
C Because they are costly and difficult to maintain due to real-world adherence problems. 
D Because they typically produce identical results regardless of the diet tested. 

26 Which statement best summarises the passage’s overall conclusion? 

A Modern guidance is more nuanced, emphasising fat type, substitutions, and whole-diet 
quality. 
B The best public policy is to return to strict low-fat targets for everyone. 
C Personalised nutrition has already replaced population guidelines for most people. 
D The evidence shows that differences among fat types are clinically insignificant. 

Answer Key 

14. C  

15. E  

16. D  

17. B  
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18. F  

19. G  

20. fat  

21. causation  

22. guarantee  

23. self-reported  

24. B  

25. C  

26. A  
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