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A B S T R A C T   

Acrylamide (AA) is a food processing byproduct that forms at high temperatures and is classified 
as a probable human carcinogen. Previous studies have linked AA to kidney, uterus, and ovary 
cancer burdens, but its study in African countries remains underexplored. This study systemati-
cally used six recent articles on dietary AA concentration data from scholarly databases using 
specific search terms. We also collected health metrics secondary data from the Institute of Health 
Metrics and Evaluation and other sources for the period 2015–2019. We used a Monte-Carlo 
simulation to integrate the dietary AA exposure, risks, and health metrics to estimate the can-
cer burdens. The results showed that the modal healthy life years lost ranged from 0.00488 
(Ghana) to 0.218 (Ethiopia) per 100,000 population. The median statistic indicated 1.2 and 26.10 
healthy life years lost for Ghana and Ethiopia, respectively, due to the three cancer types. The 
four-country study areas’ total disability-adjusted life years (DALYs) were 63.7 healthy life-year 
losses. Despite the limitations of the non-standardized age-related food consumption data and the 
few inclusive articles, the probabilistic approach may account for the uncertainties and provide 
valid conclusions.   

1. Introduction 

Acrylamide (AA) is a vinyl-substituted primary amide, classified as group 2 A “probable human carcinogen” by the International 
Agency for Research on Cancer (IARC) [1]. Studies have shown that AA forms through the Maillard reaction when food groups such as 
carbohydrates, fats, or proteins are thermally processed by baking, roasting, frying, or grilling, especially at high temperatures [2,3]. 
Acrylamide (AA) can form from various food components through different mechanisms. One of the main mechanisms is the Maillard 
reaction, which occurs in starchy foods when reducing sugars and the amino acid asparagine react at high temperatures. This reaction 
involves a series of steps: first, the reducing sugars and the amino group form N-glycoside, also known as a Schiff’s base; second, the 
N-glycoside rearranges to an Amadori compound; third, the Amadori compound decarboxylates and degrades into acrylamide and 
other products [4–6]. Some of the intermediate products of the Maillard reaction, such as 3-amino propionamide, can also be con-
verted to acrylamide in aqueous conditions. Therefore, it is unsurprising that dietary AA has been detected in pasteurized fruit juices 
[7]. The Maillard reaction is driven by heat, so it is ubiquitous in many foods that undergo roasting, baking, frying, or toasting, such as 
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cocoa beans, coffee, cereal products, potato crisps, baked goods, and baby foods [8–15]. Since the bulk of the human diet is obtained 
from such food categories, it raises a concern that everybody may be at risk of dietary AA exposure [16,17]. Exposure to acrylamide 
(AA) has various effects on human health, especially when it is biotransformed during its metabolism after ingestion. Some studies 
have reported that AA binds to hemoglobin and forms adducts in the blood [18,19] and long-term exposure can also result in nerve 
damage [20,21]. Moreover, there is evidence of a link between AA exposure and reproductive problems, especially in animal models 
where sperm motility has been impaired [22]. The toxicity of AA is enhanced when it is biotransformed by cytochrome P450 2E1 
(CYP2E1) to the genotoxic epoxide glycidamide [23]. This epoxide is highly reactive and attacks DNA to form an adduct at the nitrogen 
7 of guanine (N7-GA-Gua), which indicates a potential carcinogenic pathway [24]. The dose-response relationships of cancers asso-
ciated with dietary AA are uncertain [25]. However, while some authors have reported weak or no statistical significance between 
dietary AA exposure and cancer, others have reported a significant increase in endometrial, kidney, and ovarian cancers [26,27]. 

Traditionally, risk assessors often use either the margin of exposure (MOE) or excess lifetime cancer risks (ELTCR) to report 
carcinogenic risks. While MOE values <104 indicate high public health concerns [28], ELTCR values > 10− 4 indicate significant risks 
[29]. Unfortunately, this method of reporting risks has little impact on accounting for the overall disease burden. However, the burden 
of disease approach can convert risks into morbidity and mortality. Thus, it can provide determinant information that indicates the 
population’s health loss as a function of time [30]. Expressed as the Disability-adjusted life years (DALYs), it presents as the sum of the 
number of years lived with disability (YLDs) and the number of years of life lost (YLLs) due to premature mortality (Equation (1)). The 
YLDs are estimated by multiplying the number of prevalent cases and the disability weight (DW) of a health state. On the other hand, 
the YLLs are estimated by multiplying the number of deaths and life expectancy at the age of death [31]. The DWs express the pro-
portional reduction of quality of life subject to sequelae scaled from 0 to 1, where 0 equals perfect health and 1 equals death [32].  

YLL + YLD = DALYs.                                                                                                                                                             (1) 

Although methodological approaches limit the comparability of resulting DALY estimates across studies, the DALY identifies 
essential health gaps and highlights risk factors that policymakers may overlook. The Institute of Health Metrics and Evaluation 
(IHME) performs frequent updates of the Global Burden of Disease (GBD) study, which aims to determine the incidence, prevalence, 
YLL, YLD, and DALYs of several diseases and risk factors [33]. Some studies have suggested that dietary AA intake may be linked to 
certain types of cancer; thus, this information has influenced public health policies in some regions where AA exposure is high [34–36]. 
However, the situation in African countries is poorly reported and lacks data for similar policies on dietary AA and cancer risk. This 
knowledge gap has led to inconsistent public education and a possible public health crisis due to dietary AA-related cancer burden. 
This study supports the Sustainable Development Goal 3 (SDG3), which aims for good health and well-being for all people of all ages, 
thus creating the need for this work. Therefore, we estimated the Disability adjusted life years (DALYs) rates due to dietary AA 
exposure in four sub-Saharan African countries: Ghana, Nigeria, Ethiopia, and Kenya. 

2. Methods 

2.1. Exposure to acrylamide 

The concentration of dietary acrylamide: We reviewed literature using the PRISMA and Cochrane guidelines to obtain the dis-
tribution of dietary AA across the selected sub-Sahara African region [37,38] where the study occurred. Details of the process are 
captured in a file (Supplementary 1) with the corresponding MS Excel file Supplementary 1 .xlsx) available in the link provided. 

Food consumption data: We collected food consumption data of the four countries under study (Fig. 1) from two database sources 
relating to the food categories identified and corresponding to the AA-contaminated foods obtained from the literature search. These 

Fig. 1. Map of the West and East African Regions highlighting Ghana, Nigeria, Ethiopia, and Kenya.  
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food categories were sourced from the Food and Agricultural Organization (FAO)/World Health Organization (WHO) Global Indi-
vidual Food consumption data Tool (GIFT) database (www.fao.org/gift-individual-food-consumption/data/en) and the WHO/(Global 
Evaluation and Monitoring Systems (GEMS) Food Cluster Diets database (www.who.int/data/gho/samples/food-cluster-diets). 

Though the health metrics data was collected from 2015 to 2019, the food consumption data was collected from 2012 to 2019. The 
decision was based on the assumption that food eating habits have a significant environmental and social impact based on solid 
cultural dynamics and sustainable eating habits [39]. Thus, we assumed that the food consumption pattern of the consumers would 
stay the same within the study period over a short time. For the two East African countries, the food categories identified from the foods 
reporting AA concentrations included beverages (cocoa and coffee), cereals and their products, roots, tubers, plantains and their 
products, and fats and oils. The food categories represented in the foods from the two West African countries included sweets and 
sugars, fats and oils, pulses, seeds and nuts, cereals and their products, roots and tubers, and plantains and their products. Thus, the 
masses consumed daily for the relevant food categories were collected from WHO/GIFT and WHO/GEMS foods. 

Body weight: We used the WHO standard default average body weight (60 kg) [40] to determine the exposure. With the various 
elements of exposure (concentration of dietary AA, mass of food ingested and body weight) in place, we determined the probabilistic 
distributions of the dietary AA. 

2.2. Kidney, ovary and uterus cancer data 

This study investigated the association between dietary AA exposure and the risk of kidney, ovarian, and uterine cancers. We were 
motivated by meta-analyses that reported a modest increase in the risk of renal cancer [41] and a recent study that suggested a positive 
linear relationship between dietary AA exposure and the risk of ovarian and uterine cancers [25]. We synthesized the evidence on the 
association between dietary AA exposure and the risk and burden of these cancers based on the prevalence, mortality, YLL, and YLD of 
these cancers in Ethiopia, Kenya, Ghana, and Nigeria from 2015 to 2019 from the Global Burden of Disease (GBD) Compare database 
[33]. All data were collected by age categories (5–19, 20–54, and 55–89 years). The kidney cancer data were collected for both males 
and females. 

2.3. Probabilistic approach for data analysis 

Based on the recommendation of The National Research Council Science and Judgement, we used the Monte Carlo simulations 
model to enumerate the associated uncertainties while harmonizing the estimates using iterations (105) in simulation [42]. In doing so, 
the uncertainties and the variabilities were quantified as a minimum, maximum, mode, mean, median and various percentiles [43]. In 
this study, the Palisade @Risk software tools were used to fit the distributions of all the variable input datasets collected within the 
5-year study period (2015–2019), which were documented and available through the link provided (Supplementary 2 .xlsx). Among 
the expressed outcomes, we collected the mode (most frequently occurring event) and the 50th percentile (median) and studied them. 
These central tendencies were selected to avoid biases often arising from outliers [44]. 

2.4. Determination of dietary acrylamide exposure and cancer risk assessment 

We estimated chronic exposure to AA in food as the product of the concentration of the hazard and the mass of food ingested per 
body weight per day [45,46]. Thus, the distribution of the estimated exposure (EEST) of dietary AA among the population in the study 
area was determined using Equation (2): 

EEST =
AASRL × MF

BW
, (2)  

where the AASRL and MF are, respectively, the distributions of the concentration of dietary AA (mg/kg) and the mass of foods consumed 
(kg/day) reported in the study, and body weight (BW) is 60 kg, as recommended by the WHO [40]. Subsequently, we determined the 
distributions of the risk of years of life lost (RLL) and the risk of years of life with a disability (RLD) of each specific cancer endpoint using 
Equations (3a) and (3b). 

RLL = CSFLL × EEST , (3a)  

RLD = CSFLD × EEST, (3b)  

where CSF is the cancer slope factor for a specific cancer endpoint expressing the lifetime risk of cancer per unit exposure. The US EPA 
indicates an AA cancer slope factor of 0.51 per mg/kg-day [47]. However, for each of the specific cancers studied, their scaled cancer 
slope factors (CSFsp) were determined using their mortality (Equation (4a)) and prevalence (Equation (4b)). Since the CSF is not the 
same for each cancer endpoint, they were derived as illustrated in other studies [24,35] and exemplified in Equations (4a) and (4b): 

CSFsp = CSF
Mortsp

Morttot
= CSFLL, (4a)  

CSFsp = CSF
Prevsp

Prevtot
= CSFLD, (4b) 
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Mortsp and Prevsp are the mortality and prevalence of a specific cancer endpoint, and Morttot and Prevtot are the total mortality and 
prevalence during the five-year study period (2015–2019). 

2.5. Burden of disease 

This current study was designed to use three variable elements: concentration of dietary AA, mass of food ingested per day, and 
body weight. These elements were used to compute dietary AA exposure (Equation (2)), which were then converted to cancer risks of 
YLL (RLL) and that of YLD (RLD) (Equations (3a) and (3b)). Next, to obtain the average years of life lost (YLL) and years lived with 
disability (YLD) due to kidney, ovary, and uterus cancer cases during the five years, we used Equations (5a) and (5b), respectively. 
Equation (5a) calculates the YLL per fatal case (YLLpp) by incorporating each specific cancer’s total YLL and mortality rate. Equation 
(5b) calculates the YLD per case (YLDpp) by incorporating the total YLD and the prevalence of each specific cancer. Thus, the dietary 
AA attributable to the YLL and YLD of each specific cancer and its corresponding rate (per 100,000 persons) were computed. In (Fig. 2), 
we illustrate the nexus connecting dietary AA exposures and the health metrics to yield the rates resulting from YLL and YLD, the 
components of DALY rates. The details are provided in the Supplementary Table 4s. 

YLLpp =
YLL sp

Mort sp
, (5a)  

YLDpp =
YLD sp

Prev sp
, (5b) 

Subsequently, the five-year range of the specific cancer prevalence (5-YRCsp same as F-YRCsp), YLL (F-YRCsp LL) and YLD 
(F-YRCsp LD) attributable to dietary AA exposure were determined according to Equations (6a) and (6b): where Npop and LEpop are the 

Fig. 2. (a) Schematic pathways showing dietary AA-induced cancer risks expressed as YLL rates. 
(b) Schematic pathways showing dietary AA-induced cancer risks expressed as YDL rates. 
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specific national populations [48] and their age-related life expectancies [49], respectively. 

F-YRCsp LL=
Npop

LEpop
×RLL, (6a)  

F-YRCsp LD=
Npop

LEpop
×RLD, (6b) 

Thus, the dietary AA-induced YLLs and YLDs distributions per specific cancer were subsequently derived according to Equations 

Fig. 3. Mass of food consumed from the two Eastern African countries (expressed in Log10 of mass of food (kg/day)).  

Fig. 4. Mass of food consumed from the two Western African countries (expressed in Log10 of mass of food (kg/day)).  
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Fig. 5. Acrylamide concentrations ingested from food categories derived from the two East African countries.  

Fig. 6. Acrylamide concentrations ingested from food categories derived from the two West African countries.  

Table 1 
Statistical outcomes of acrylamide ingestion and estimated exposures in Eastern and Western African countries.   

Ethiopia-Kenya Ghana-Nigeria 

Acrylamide (mg/kg) Exposure mg/kg (bw)-day Acrylamide (mg/kg) Exposure mg/kg (bw)-day 

Mode 7.81 4.07 × 10− 6 5.54 × 10− 2 1.03 × 10− 5 

Median 4.93 1.64 × 10− 3 2.56 × 10− 1 3.19 × 10− 4  
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(7a) and (7b). Consequently, the specific DALY rates were determined per 100,000 population as the algebraic sums of individual YLLsp 
and YLDsp (Equation (8)). 

YLLsp = F-YRCsp LL × YLL pp, (7a)  

YLDsp = F-YRCsp LD × YDL pp, (7b)  

YLLsp + YLDsp = DALYsp. (8)  

3. Results 

3.1. Acrylamide exposure and excess lifetime cancer risks assessment 

The masses of foods consumed from the four main categories of heat-processed foods reported across the two Eastern African 
countries are presented in the logarithmic scale (Fig. 3). The average mass of foods consumed per person daily ranged from a minimum 
of 2 g/day (log10 = 0.30), identified as beverages, cocoa and coffee, to a maximum of 398 g/day (log10 = 2.52), which presented as 
cereal products. The rest of the categories of foods consumed ranged between these thresholds. In all, 75 separate food samples were 
collected from the published papers, constituting four categories of foods sampled from the research area (Fig. 3). In Ethiopia, bev-
erages such as keribo; fermented, medium, light, deep, malted and unmalted drinks were included [50]. 

At the same time, French fries, unbranded potato crisps and branded potato crisps were also collected from Kenya. The food 
samples were carefully selected for the study period (2015–2019) in the two East African countries. Conversely, the five leading food 
categories representing frequently consumed foods in the two West African countries (Fig. 4) were collected from the FAO/WHO- 
GEMS database and a comprehensive survey of foods published in Nigeria [51]. Unlike the East African countries, the minimum 
mass of food consumed ranged from 18 g/day (log10 = 1.34), presenting as fats and oil-based foods, to a maximum of 631 g/day (log10 
= 2.92), representing cereal-based products. In all, 89 separate food samples were collected from published papers, constituting five 
categories of foods collected (Fig. 4). 

In Nigeria, published articles showing the quantities of popularly fried foods such as yam, sweet potato fries, French fries, deep- 
fried ripe plantain, fried akara, baked akara, roasted plantain, and baked meat pie were included in the study [52,53]. 
Cereal-based foods such as banku with fish or meat, kenkey and fish, and porridge with bread were included in the articles collected in 

Table 2a 
Modal and median risk of Years of Life Lost and Years of Life lived in disability of kidney, ovarian and uterine cancers of age groups in the two East 
African countries.   

Risk of Years of Life Lost Risk of Years of Life in Disability 

Kidney 
Cancer 

Ovarian 
Cancer 

Uterine 
Cancer 

Kidney 
Cancer 

Ovarian 
Cancer 

Uterine 
Cancer  

Ethiopia  

Gender Male Female Female Female Male Female Female Female 
Age Group 

(years) 
Statistics         

5–19 Mode 1.78 ×
10− 7 

1.91 ×
10− 7 

5.08 ×
10− 7 

0.00 1.99 ×
10− 7 

2.82 ×
10− 7 

1.01 × 10− 6 0.00  

Median 1.86 ×
10− 4 

2.00 ×
10− 4 

5.26 ×
10− 4 

0.00 2.05 ×
10− 4 

2.95 ×
10− 4 

1.04 × 10− 3 0.00 

20–54 Mode 1.37 ×
10− 6 

9.31 ×
10− 7 

9.28 ×
10− 6 

1.63 × 10− 6 7.17 ×
10− 7 

6.77 ×
10− 7 

6.46 × 10− 6 2.11 × 10− 6  

Median 1.42 ×
10− 3 

9.69 ×
10− 4 

9.63 ×
10− 3 

1.68 × 10− 3 7.42 ×
10− 4 

7.00 ×
10− 4 

6.69 × 10− 3 2.19 × 10− 3 

55–89 Mode 5.72 ×
10− 6 

3.77 ×
10− 6 

1.49 ×
10− 5 

6.79 × 10− 6 9.42 ×
10− 7 

7.38 ×
10− 7 

3.23 × 10− 6 2.76 × 10− 6  

Median 5.93 ×
10− 3 

3.90 ×
10− 3 

1.55 ×
10− 2 

7.04 × 10− 3 9.73 ×
10− 4 

7.64 ×
10− 4 

3.33 × 10− 3 2.88 × 10− 3 

Kenya 
5–19 Mode 1.39 ×

10− 7 
1.68 ×
10− 7 

4.73 ×
10− 7 

0.00 2.90 ×
10− 7 

4.03 ×
10− 7 

1.57 × 10− 6 0.00  

Median 1.87 ×
10− 4 

2.23 ×
10− 4 

6.30 ×
10− 4 

0.00 2.15 ×
10− 4 

2.99 ×
10− 4 

1.16 × 10− 3 0.00 

20–54 Mode 1.38 ×
10− 6 

1.13 ×
10− 6 

1.25 ×
10− 5 

2.17 × 10− 6 1.61 ×
10− 6 

1.64 ×
10− 6 

1.62 × 10− 5 6.07 × 10− 6  

Median 1.84 ×
10− 3 

1.49 ×
10− 3 

1.68 ×
10− 2 

2.88 × 10− 3 1.19 ×
10− 3 

1.23 ×
10− 3 

1.21 × 10− 2 4.47 × 10− 3 

55–89 Mode 3.15 ×
10− 6 

3.55 ×
10− 6 

1.92 ×
10− 5 

7.45 × 10− 6 1.16 ×
10− 6 

1.30 ×
10− 6 

7.36 × 10− 6 6.23 × 10− 6  

Median 4.17 ×
10− 3 

4.75 ×
10− 3 

2.55 ×
10− 2 

9.95 × 10− 3 8.58 ×
10− 4 

9.59 ×
10− 4 

5.50 × 10− 3 4.62 × 10− 3  
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Ghana. Other tuber and root-based foods such as Fufu with fish soup, gari and beans, and ampesi with stew; all forms of rice products 
and fish, oats with bread, Hausa Koko with koose, or Buffloaf; and beverages such as tea and cocoa drinks were included [54]. Details of 
the dietary AA concentrations are shown in Figs. 5 and 6. The concentrations ranged from a minimum of 0.13 mg/kg dietary AA (fats 
and oils) to 9.73 mg/kg (roots, tubers, plantains and their products) for published works in East Africa. 

On the other hand, for the West African study area, the concentrations of dietary AA ranged from a minimum of 0.025 mg/kg to a 
high of 14.39 mg/kg (cereals and their products). In contrast, the other food categories presented dietary AA concentrations within the 
range. Subsequently, the exposure estimated in the two study areas is shown in Table 1. We observed that the most frequently 
occurring dietary AA concentration in the Ethiopia-Kenya study area (7.81 mg/kg) was significantly higher than that of the Ghana- 
Nigeria study area (5.54 × 10− 2 mg/kg). However, the exposure in the Ghana-Nigeria study area was higher (1.03 × 10− 5 mg/kg 
(bw)-day) relative to the Ethiopia-Kenya study area (4.07 × 10− 6 mg/kg (bw)-day). 

3.2. Risk of years of life lost 

Kidney cancer: Generally, the risk of AA-induced YLL of kidney cancers in the four countries (Tables 2a and 2b) presented similar 
insignificant (<10− 6) trends across the youthful age groups to significant for the aged years (>10− 6). In all these cases, the median 
statistic was higher than the most frequently occurring risk, which was low (⁓10− 6). The highest median risk was recorded for the 
male-aged group in Ethiopia (5.93 × 10− 3), followed by the aged female group in Kenya (4.75 × 10− 3). However, Ghana’s aged female 
group recorded the lowest median risk (2.74 × 10− 4). 

Ovarian and Uterine cancers: For the risk of years of life lost to ovarian and uterine cancer diseases, a similar pattern emerged 
across the study areas where the modal risk was insignificant among the youth, increasing to significant risks among the aged groups. 
The highest median risk for ovarian and uterine cancer diseases was recorded in Kenya, whereas the lowest ovarian and uterine cancer 
risks were respectively recorded in Ghana (2.20 × 10− 3) and Nigeria (9.32 × 10− 4). 

3.3. Risk of years of living with a disability 

Kidney Cancer: There seemed to be a higher modal risk of YLD of kidney cancer disease (Tables 2a and 2b) in both male and female 
populations (10− 6-10− 5) in the Ghana study area. Relative to the Ethiopia and Kenya study areas, there were low modal risks across the 
age groups ranging between 10− 7-10− 6. Similarly, the median risk of years of life with disability of kidney cancer disease across the age 

Table 2b 
Modal and median risk of Years of Life Lost and Years of Life lived in disability of kidney, ovarian and uterine cancers of age groups in the two West 
African countries.   

Risk of Years of Life Lost Risk of Years of Life in Disability 

Kidney 
Cancer 

Ovarian 
Cancer 

Uterine 
Cancer 

Kidney 
Cancer 

Ovarian 
Cancer 

Uterine 
Cancer  

Ghana  

Gender Male Female Female Female Male Female Female Female 
Age Group 

(years) 
Statistics         

5–19 Mode 4.68 ×
10− 7 

3.45 ×
10− 7 

3.87 ×
10− 7 

0.00 4.43 ×
10− 5 

2.14 ×
10− 6 

2.23 × 10− 6 0.00  

Median 8.89 ×
10− 5 

6.58 ×
10− 5 

7.37 ×
10− 5 

0.00 1.11 ×
10− 3 

1.22 ×
10− 4 

1.80 × 10− 4 0.00 

20–54 Mode 1.19 ×
10− 6 

8.72 ×
10− 7 

7.25 ×
10− 6 

1.36 × 10− 6 6.46 ×
10− 5 

2.09 ×
10− 6 

1.53 × 10− 5 4.44 × 10− 5  

Median 2.29 ×
10− 4 

1.65 ×
10− 4 

1.37 ×
10− 3 

2.64 × 10− 4 1.65 ×
10− 3 

1.72 ×
10− 4 

1.26 × 10− 3 1.39 × 10− 3 

55–89 Mode 2.88 ×
10− 6 

1.43 ×
10− 6 

1.15 ×
10− 5 

9.08 × 10− 6 4.54 ×
10− 5 

9.47 ×
10− 7 

7.09 × 10− 6 1.15 × 10− 4  

Median 5.54 ×
10− 4 

2.74 ×
10− 4 

2.20 ×
10− 3 

1.72 × 10− 3 1.15 ×
10− 3 

7.78 ×
10− 5 

5.80 × 10− 4 3.63 × 10− 3  

Nigeria 
5–19 Mode 2.18 ×

10− 7 
2.51 ×
10− 7 

3.25 ×
10− 7 

0.00 1.01 ×
10− 6 

1.96 ×
10− 6 

2.84 × 10− 6 0.00  

Median 4.43 ×
10− 5 

5.13 ×
10− 5 

6.45 ×
10− 5 

0.00 5.68 ×
10− 5 

8.57 ×
10− 5 

1.61 × 10− 4 0.00 

20–54 Mode 1.28 ×
10− 6 

8.64 ×
10− 7 

6.50 ×
10− 6 

9.03 × 10− 7 3.37 ×
10− 6 

3.95 ×
10− 6 

1.97 × 10− 5 5.49 × 10− 6  

Median 2.63 ×
10− 4 

1.76 ×
10− 4 

1.33 ×
10− 3 

1.84 × 10− 4 1.90 ×
10− 4 

1.73 ×
10− 4 

1.11 × 10− 3 3.21 × 10− 4 

55–89 Mode 3.01 ×
10− 6 

1.81 ×
10− 6 

1.12 ×
10− 5 

4.58 × 10− 6 2.44 ×
10− 6 

1.29 ×
10− 6 

1.09 × 10− 5 6.94 × 10− 6  

Median 6.14 ×
10− 4 

3.72 ×
10− 4 

2.33 ×
10− 3 

9.32 × 10− 4 1.38 ×
10− 4 

1.05 ×
10− 4 

6.22 × 10− 4 5.64 × 10− 4  

N.K.-A. Quartey et al.                                                                                                                                                                                                



Heliyon 10 (2024) e23075

9

groups ranged between 10− 5-10− 4, with no clear patterns across these age groups relative to the Ghana study area where the risk was 
higher (10− 4-10− 3). 

Ovarian and Uterine cancers: The modal risk of YLD rates for ovarian and uterine cancer diseases across all four study areas ranged 
between 10− 6 and 10− 5 for all the age groups without showing any clear patterns. Generally, the median risk increased across the age 
groups for all the study areas, presenting the highest risk of ovarian (5.5 × 10− 3) and uterine (4.62 × 10− 3) cancer diseases in Kenya. 
The least risk was recorded in the Nigeria study area for ovarian (6.22 × 10− 4) and uterine (5.64 × 10− 4) cancer diseases. 

3.4. Cancer burdens 

Table 3a-d present the median and the mode of 5-YRCs, YLL rates, YLD rates, DALY rates, and the dietary AA-induced percentage 
cancer in Ghana, Nigeria, Ethiopia, and Kenya within the study period. These statistics were chosen to avoid biases that may arise from 
outliers. The metrics were obtained for the specific cancer endpoints for the three cancers studied per 100,000 population. 

3.4.1. Kidney cancer 

3.4.1.1. Disability adjusted life years (DALYs) rates. The dietary AA-induced cancer burdens obtained across the four countries were 
such that the male population generally presented higher DALY rates than the female population. The median DALY rates from 
Ethiopia (Table 3c) were the highest (0.29–2.47), whereas, in Ghana (Table 3a), the lowest DALY rates (0.0271–0.0744) were 
recorded. There was a consistent increase in DALY rates from the younger male population to the older male population. Similarly, the 
median DALY rates of the female population followed a similar trend. It is observed that the YLL rates component of the DALY rates 
contributed more to the total DALY than the YLD rates component. Notably, the frequently occurring (mode) DALY rates for kidney 
cancer in the four countries were between 10− 5 (Kenya) and 10− 1 (Ethiopia) due to dietary AA exposure. 

3.4.1.2. Acrylamide-induced (AA-induced) five-year range cancer prevalence rates (5-YRC) in kidney. The median dietary AA-induced 
cancer prevalence rates over the five years of study were highest in Ethiopia (Table 3c) among all the four-country study areas. It 
consistently increased from the young male population (396) to the adult male population (1,882). The dietary AA-induced kidney 
cancer cases in the female population also increased across the same trend, presenting the highest median 5-YRC prevalence (1,371). 
The median 5-YRC prevalence in Kenya (Table 3d) was high among the middle-aged for both the male (1,091) and female (1,053) 

Table 3a 
The dietary AA-induced five-year cancer prevalence rates YLD, YLL and DALY of cancers in kidney, ovaries, and uteri among age-related populations 
in Ghana.  

Age group 
(years)  

5-YRC YLL YLD DALY % Cancer 

Mode Median Mode Median Mode Median Mode Median Mode Median 

Gender Kidney Cancer 

5–19 Male 23.95 642 1.65 ×
10− 4 

3.99 ×
10− 2 

1.34 ×
10− 5 

5.40 ×
10− 4 

1.78 ×
10− 4 

4.04 ×
10− 2 

1.02 ×
10− 1 

2.74  

Female 0.35 66 1.10 ×
10− 4 

2.70 ×
10− 2 

2.76 ×
10− 7 

5.19 ×
10− 5 

1.10 ×
10− 4 

2.71 ×
10− 2 

1.79 ×
10− 3 

0.34 

20–54 Male 23.37 949 2.51 ×
10− 4 

6.11 ×
10− 2 

2.78 ×
10− 5 

9.05 ×
10− 4 

2.79 ×
10− 4 

6.20 ×
10− 2 

4.75 ×
10− 2 

1.93  

Female 0.49 93 1.58 ×
10− 4 

3.93 ×
10− 2 

4.42 ×
10− 7 

8.43 ×
10− 5 

1.58 ×
10− 4 

3.94 ×
10− 2 

2.11 ×
10− 4 

0.04 

55–89 Male 16.45 664 3.01 ×
10− 4 

7.33 ×
10− 2 

2.63 ×
10− 5 

1.06 ×
10− 3 

3.27 ×
10− 4 

7.44 ×
10− 2 

1.55 ×
10− 2 

0.63  

Female 0.22 42 1.34 ×
10− 4 

3.33 ×
10− 2 

3.09 ×
10− 7 

5.89 ×
10− 5 

1.34 ×
10− 4 

3.34 ×
10− 2 

1.55 ×
10− 4 

0.03  

Female  Ovarian Cancer 
5–19 0.54 98 1.17 ×

10− 4 
2.95 ×
10− 2 

6.99 ×
10− 7 

7.16 ×
10− 5 

1.18 ×
10− 4 

3.00 ×
10− 2 

2.58 ×
10− 3 

0.49 

20–54 3.71 683 1.32 ×
10− 3 

3.34 ×
10− 1 

4.19 ×
10− 6 

7.64 ×
10− 4 

1.32 ×
10− 3 

3.35 ×
10− 1 

1.61 ×
10− 3 

0.30 

55–89 1.73 314 1.10 ×
10− 3 

2.78 ×
10− 1 

3.19 ×
10− 6 

5.81 ×
10− 4 

1.10 ×
10− 3 

2.79 ×
10− 1 

1.21 ×
10− 3 

0.22  

Female  Uterine Cancer 
5–19 0 0 0 0 0 0 0 0 0 0 
20–54 10.81 742 2.34 ×

10− 4 
5.92 ×
10− 2 

8.94 ×
10− 6 

6.12 ×
10− 4 

2.43 ×
10− 4 

5.98 ×
10− 2 

4.68 ×
10− 2 

0.32 

55–89 28.30 1932 8.81 ×
10− 4 

2.22 ×
10− 1 

2.76 ×
10− 5 

1.89 ×
10− 3 

9.09 ×
10− 4 

2.24 ×
10− 1 

1.98 ×
10− 2 

1.36 

TOTAL 109.92 6225 - - - - 4.88 £
10¡3 

1.20 9.23 £
10¡1 

8.4 

5-YRC: Five year-range cancers for specific cancers; YLL: Years of life lost for specific cancers; YLD: Years of life lived with a disability for specific 
cancers; DALYs: Disability adjusted life years for specific cancers. 
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populations. While the median 5-YRC prevalence in Ghana (Table 3a) was the lowest, it also indicated that the female population 
consistently presented lower values (42.06–92.94) relative to the male population (642.28–948.63). Characteristically, the female 
population presented the least 5-YRC prevalence (42) among the four countries. Similar to Kenya, the middle-aged population in 
Nigeria (Table 3b) presented a high 5-YRC prevalence for the male (701) and female (605) populations. Among the three age cate-
gories, the adult female population in Ghana (Table 3a) presented the lowest percentage of dietary AA-induced kidney cancer cases 
(0.03 %). The highest cases in the young male population (2.74 %) were also recorded in Ghana. The percentage of kidney cancer 
across the three age groups in Nigeria was consistently low (0.06–0.57 %) compared to the three other countries in the study area. 

3.4.2. Ovarian cancer 

3.4.2.1. Disability adjusted life years (DALYs) rates. The median dietary AA-induced DALY rates recorded across the four-country study 
areas for ovarian cancer closely followed that of kidney cancer. The highest cases were presented in Ethiopia (0.755–8.42), followed by 
Kenya (0.401–6.39). However, the most minor cases were recorded in Ghana (0.0030–0.0335). Although the median DALY rates 
recorded in Ethiopia and Kenya were high, the most frequently occurring (mode) DALY rates presented were low, ranging from 1.18 ×
10− 4 (Ghana) to 7.92 × 10− 3 (Ethiopia). The ovarian cancer cases increased consistently from the younger to the older age group. 
However, the middle-aged group in Ghana, rather than the older group, presented the highest median DALY rates (0.335). Similar to 
the dietary AA-induced kidney cancer trends, YLL rates rather than the YLD rates contributed significantly to the ovarian cancer 
disease DALY rates across the study area. 

3.4.2.2. Acrylamide-induced (AA-induced) five-year range cancer (5-YRC) prevalence rates in ovaries. Across the study area, the 
middle-aged group presented the highest median 5-YRC prevalence rates apart from Ethiopia, which recorded the highest (1,863) 
among the younger age group. It ranged from 683 (Ghana) to 10,343 (Kenya). However, the cases were low for the most frequently 
occurring (mode) dietary AA-induced 5-YRC prevalence across the study area. Ethiopia recorded the lowest (5.49 × 10− 3) for the older 
age group, whereas Nigeria presented the highest (36.6). The percentage of dietary AA attributable to ovarian cancer across the study 
area consistently decreased from the younger to the older age group. However, in the Ethiopia and Kenya study areas, the median 
dietary AA-induced ovarian cancer cases were higher (2.58–7.50 %) than that of the Ghana-Nigeria areas (0.22–0.75 %). The most 
frequently occurring (mode) 5-YRC prevalence of dietary AA-induced ovarian cancer cases remained under ⁓10− 3. 

Table 3b 
The dietary AA-induced five-year cancer prevalence rates YLD, YLL and DALY of cancers in kidney, ovaries, and uteri among age-related populations 
in Nigeria.    

5-YRC YLL YLD DALY % Cancer 

Mode Median Mode Median Mode Median Mode Median Mode Median 

Age group 
(years) 

Gender Kidney Cancer 

5–19 Male 1.14 210 9.05 ×
10− 4 

0.129 9.63 ×
10− 7 

1.76 ×
10− 4 

9.06 ×
10− 4 

1.29 ×
10− 1 

1.56 ×
10− 3 

0.29  

Female 2.83 300 5.40 ×
10− 4 

0.139 2.21 ×
10− 6 

2.34 ×
10− 4 

5.42 ×
10− 4 

1.39 ×
10− 1 

3.75 ×
10− 3 

0.40 

20–54 Male 3.80 703 2.97 ×
10− 3 

0.422 3.67 ×
10− 6 

6.76 ×
10− 4 

2.97 ×
10− 3 

4.23 ×
10− 1 

3.08 ×
10− 3 

0.57  

Female 5.71 605 1.06 ×
10− 3 

0.273 4.93 ×
10− 6 

5.22 ×
10− 4 

1.06 ×
10− 3 

2.74 ×
10− 1 

5.84 ×
10− 4 

0.06 

55–89 Male 2.76 508 1.97 ×
10− 3 

0.497 4.09 ×
10− 6 

7.52 ×
10− 4 

1.97 ×
10− 3 

4.98 ×
10− 1 

4.14 ×
10− 4 

0.08  

Female 3.45 366 1.14 ×
10− 3 

0.293 4.79 ×
10− 6 

5.13 ×
10− 4 

1.14 ×
10− 3 

2.94 ×
10− 1 

5.39 ×
10− 4 

0.06  

Female  Ovarian Cancer 
5–19 5.27 563 6.79 ×

10− 4 
0.17 3.88 ×

10− 6 
4.10 ×
10− 4 

6.83 ×
10− 4 

1.70 ×
10− 1 

7.00 ×
10− 3 

0.75 

20–54 36.60 3901 7.88 ×
10− 3 

2.02 4.34 ×
10− 5 

4.59 ×
10− 3 

7.92 ×
10− 3 

2.02 3.74 ×
10− 3 

0.40 

55–89 20.46 2187 7.52 ×
10− 3 

1.94 3.65 ×
10− 5 

3.90 ×
10− 3 

7.56 ×
10− 3 

1.94 3.20 ×
10− 3 

0.34  

Female  Uterine Cancer 
5–19 0 0 0 0 0 0 0 0 0 0 
20–54 10.30 1122 1.05 ×

10− 3 
0.27 8.23 ×

10− 6 
8.73 ×
10− 4 

1.06 ×
10− 3 

2.71 ×
10− 1 

1.05 ×
10− 3 

0.12 

55–89 18.53 1970 2.79 ×
10− 3 

0.72 1.78 ×
10− 5 

1.90 ×
10− 3 

2.81 ×
10− 3 

7.22 2.90 ×
10− 3 

0.31 

TOTAL 110.85 12,435 - - - - 2.86 £
10¡2 

13.40 2.78 £
10¡2 

3.38 

5-YRC: Five year-range cancers for specific cancers; YLL: Years of life lost for specific cancers; YLD: Years of life lived with a disability for specific 
cancers; DALYs: Disability adjusted life years for specific cancers. 
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3.4.3. Uterine cancer 

3.4.3.1. Disability adjusted life years (DALYs) rates. Across the study area, the young age group presented no uterine cancer DALY 
rates. However, the median dietary AA-induced uterine cancer disease DALY rates were the lowest in Ghana (5.98 × 10− 2) but highest 
in Nigeria (7.22). The DALY rates, which increased across the age groups, were more influenced by their YLL rates component than the 
YLD rates. Characteristically, the most frequently occurring (mode) dietary AA-induced uterine cancer DALY rates were very low 
(10− 4-10− 3). 

3.4.3.2. Acrylamide-induced (AA-induced) five-year range cancer (5-YRC) prevalence rates in the uterus. The prevalence rates 
were highest in Ethiopia (3960–5196) and Kenya (3846–3961) regions but comparatively lower in Ghana (742–1932) and Nigeria 
regions (1122–1970). However, the most frequently occurring (mode) 5-YRC were significantly low (10-4-10-3) across the study area. 
The older age groups across the region characteristically presented higher 5-YRCs. The four study areas also showed no records of the 
percentage of cancer for the younger age groups. However, the middle age group in Nigeria presented the lowest median dietary AA- 
induced percentage uterine cancer prevalence (0.12%), while the highest was recorded in Kenya (1.70%). For the middle and older age 
groups, the median dietary AA-induced uterine percentage cancer cases increased consistently across all four study areas. The highest 
(4.68×10-2%) most frequently occurring (mode) dietary AA-induced percentage uterine cancer disease was recorded in Ghana, while 
the middle age group in Ethiopia recorded the least (7.04×10-4%). 

4. Discussion 

In this study, we estimated DALY rates (algebraic sum of YLLs and YLDs) for dietary AA-induced kidney, ovary, and uterine cancer 
diseases in four study areas: Ghana, Nigeria, Ethiopia, and Kenya. We estimated the most frequently occurring (mode) DALY rates as 
ranging from a low (0.00488) in Ghana to the highest (0.218) in Ethiopia per 100,000 population. We observed that the modal DALY 
rates were lower across the study area than the median DALY rates that presented higher values. Generally, the two West African 
countries presented lower DALY rates than East African countries. For example, we estimated a median of 1.2 healthy life years lost per 
100,000 population of the three cancer diseases in Ghana. 

Meanwhile, 26.10 healthy life years lost per 100,000 population were recorded in Ethiopia. Relative to a similar study in Denmark 
[35], 1.8 healthy life years per 100,000 population were lost based on dietary AA-induced cancers. While the low DALY rates recorded 

Table 3c 
The dietary AA-induced five-year cancer prevalence rates YLD, YLL and DALY of cancers in kidneys, ovaries, and uteri among age-related populations 
in Ethiopia.  

Age group 
(years)  

5-YRC YLL YLD DALY % Cancer 

Mode Median Mode Median Mode Median Mode Median Mode Median 

Gender Kidney Cancer 

5–19 Male 0.35 396 2.32 ×
10− 4 

0.29 3.00 ×
10− 7 

3.36 ×
10− 4 

2.32 ×
10− 4 

2.90 ×
10− 1 

7.95 ×
10− 4 

0.89  

Female 0.45 531 2.35 ×
10− 4 

0.29 3.58 ×
10− 7 

4.21 ×
10− 4 

2.35 ×
10− 4 

2.90 ×
10− 1 

8.36 ×
10− 4 

0.99 

20–54 Male 1.27 1440 9.50 ×
10− 4 

1.19 1.33 ×
10− 6 

1.51 ×
10− 3 

9.51 ×
10− 4 

1.19 ×
10− 1 

1.16 ×
10− 3 

1.32  

Female 1.06 1262 6.45 ×
10− 4 

0.79 3.53 ×
10− 5 

4.42 ×
10− 2 

6.80 ×
10− 4 

8.34 ×
10− 1 

2.28 ×
10− 4 

0.27 

55–89 Male 1.66 1882 198 ×
10− 3 

2.47 2.87 ×
10− 6 

3.23 ×
10− 3 

1.98 ×
10− 1 

2.47 8.42 ×
10− 4 

0.95  

Female 1.16 1371 1.25 ×
10− 3 

1.52 1.93 ×
10− 6 

2.28 ×
10− 3 

1.25 ×
10− 3 

1.52 4.98 ×
10− 4 

0.59  

Female Ovarian Cancer 
5–19 1.60 1863 5.93 ×

10− 4 
0.72 2.89 ×

10− 5 
3.52 ×
10− 2 

6.22 ×
10− 4 

7.55 ×
10− 1 

2.98 ×
10− 3 

3.48 

20–54 6.53 ×
10− 3 

8 6.53 ×
10− 3 

7.97 3.63 ×
10− 4 

4.45 ×
10− 1 

6.89 ×
10− 3 

8.42 2.21 ×
10− 3 

2.58 

55–89 5.49 ×
10− 3 

7 5.49 ×
10− 3 

6.68 3.00 ×
10− 4 

3.73 ×
10− 1 

5.79 ×
10− 3 

7.05 2.20 ×
10− 3 

2.58  

Female Uterine Cancer 
5–19 0 0 0 0 0 0 0 0 0 0 
20–54 3.29 3960 1.14 ×

10− 3 
1.34 6.42 ×

10− 5 
7.82 ×
10− 2 

1.20 ×
10− 3 

1.42 7.04 ×
10− 4 

0.86 

55–89 4.43 5196 2.36 ×
10− 3 

2.77 1.22 ×
10− 4 

1.51 ×
10− 1 

2.48 ×
10− 3 

2.92 1.90 ×
10− 3 

2.23 

TOTAL 15.27 17,916 - - - - 2.18 £
10¡1 

26.10 4.18 £
10¡1 

16.74 

5-YRC: Five year-range cancers for specific cancers; YLL: Years of life lost for specific cancers; YLD: Years of life lived with a disability for specific 
cancers; DALYs: Disability adjusted life years for specific cancers. 

N.K.-A. Quartey et al.                                                                                                                                                                                                



Heliyon 10 (2024) e23075

12

in Denmark may be attributed to more robust healthcare infrastructure, the low to moderate DALY rate outcomes observed in this 
current study may be attributed to other factors. Studies have shown that ethnicity and the interactions between socio-environmental, 
behavioral and biological factors contribute to cancer development [55–57]. Thus, variations in these factors may have contributed to 
the low metric rates observed in some zones in the current study area. However, a study in China [24] presented about 26,688 healthy 
life years lost attributed to dietary AA-induced cancers. Relatively, such DALY rates are enormous compared to the low median values 
(1.2–26.10) obtained in this current study. The median dietary AA exposures varied from a low of 3.19 × 10− 4 in the Ghana-Nigeria 
study area to a high of 1.64 × 10− 3 mg/kg (bw)-day in the Ethiopia-Kenya study areas. Consequentially, we estimated the median 
5-YRC prevalence of dietary AA-induced cancer diseases between 2015 and 2019 from 6225 (Ghana) to 27,071 (Kenya) per 100,000 
populations. Thus, the dietary AA-induced risks were higher for the older than the younger age group. The general trend was that age 
advancement could be one of the most critical risk factors for dietary AA-induced cancer diseases, as may be for many other cancer 
types [58]. These median morbidity and mortality rates of dietary AA-induced cancer diseases in the four individual countries led to a 
total loss of healthy lives of about 63.7 DALY rates per 100,000 population. It is evident from the results that these DALY rates could be 
avoided if dietary AA-related food safety policies were in place. In the case of uterine cancer, no data was reported on the mortality and 
prevalence for the younger age group, according to the IHME database [33]. It does not mean this group is immune from dietary 
AA-induced cancer burdens; instead, it suggests the general trend concerning the age-related prevalence of cancer diseases [58]. 
Undoubtedly, the 5-YRC prevalence, which significantly impacts the DALY rates, might have arisen from different cultural food 
processing methods specific to the ethnicities in the study areas [56]. They could also arise from different dietary habits, leading to 
differences in dietary AA concentrations, resulting in exposure differences [26]. Many studies have shown that these exposure ele-
ments directly contribute to dietary AA exposure variations in the population [17]. However, the elements of exposure collected for 
this study from literature are undoubtedly laden with uncertainties relating to the food consumption practices within the population, 
body weight and dietary AA concentrations. The dietary AA concentrations have been shown to vary widely depending on the service 
provider, the time for cooking, and the method and temperature used during cooking [59]. The final regional DALY rates show 

Table 3d 
The dietary AA-induced five-year cancer prevalence rates YLD, YLL and DALY of cancers in kidneys, ovaries, and uteri among age-related populations 
in Kenya.  

Age group 
(years)  

5-YRC YLL YLD DALY % Cancer 

Mode Median Mode Median Mode Median Mode Median Mode Median 

Gender Kidney Cancer 

5–19 Male 0.23 196 3.65 ×
10− 5 

0.06 2.04 ×
10− 7 

1.76 ×
10− 4 

3.67 ×
10− 5 

6.02 ×
10− 2 

1.46 ×
10− 3 

1.27  

Female 0.31 255 9.05 ×
10− 5 

0.15 1.92 ×
10− 5 

1.89 ×
10− 2 

1.10 ×
10− 4 

1.69 ×
10− 1 

2.20 ×
10− 3 

1.82 

20–54 Male 1.25 1091 2.01 ×
10− 4 

0.31 1.29 ×
10− 6 

1.11 ×
10− 3 

2.02 ×
10− 4 

3.11 ×
10− 1 

1.92 ×
10− 3 

1.68  

Female 1.24 1053 3.45 ×
10− 4 

0.57 7.99 ×
10− 5 

7.27 ×
10− 2 

4.25 ×
10− 4 

6.43 ×
10− 1 

5.49 ×
10− 4 

0.47 

55–89 Male 0.90 783 2.44 ×
10− 4 

0.38 1.47 ×
10− 6 

1.27 ×
10− 3 

2.45 ×
10− 4 

3.81 ×
10− 1 

6.92 ×
10− 4 

0.60  

Female 0.98 826 5.33 ×
10− 4 

0.88 1.42 ×
10− 4 

1.28 ×
10− 1 

6.75 ×
10− 4 

1.01 7.77 ×
10− 4 

0.65  

Female Ovarian Cancer 
5–19 0 0 2.41 ×

10− 4 
0.40 8.89 ×

10− 7 
7.41 ×
10− 4 

2.42 ×
10− 4 

4.01 ×
10− 1 

8.48 ×
10− 3 

7.10 

20–54 12.30 10,343 3.83 ×
10− 3 

6.38 1.44 ×
10− 5 

1.21 ×
10− 2 

3.84 ×
10− 3 

6.39 5.43 ×
10− 3 

4.57 

55–89 5.62 4717 3.20 ×
10− 3 

5.31 1.04 ×
10− 5 

8.63 ×
10− 3 

3.21 ×
10− 3 

5.32 4.45 ×
10− 3 

3.73  

Female Uterine Cancer 
5–19 0 0 0 0 0 0 0 0 0 0 
20–54 4.59 3846 6.45 ×

10− 4 
1.07 3.81 ×

10− 6 
3.14 ×
10− 3 

6.49 ×
10− 4 

1.07 2.03 ×
10− 3 

1.70 

55–89 4.73 3961 1.13 ×
10− 3 

1.88 5.08 ×
10− 6 

4.24 ×
10− 3 

1.14 ×
10− 3 

1.88 3.74 ×
10− 3 

3.13 

TOTAL 32.15 27,071 - - - - 1.08 £
10¡2 

17.60 2.95 £
10¡2 

26.72 

5-YRC: Five year-range cancers for specific cancers; YLL: Years of life lost for specific cancers; YLD: Years of life lived with a disability for specific 
cancers; DALYs: Disability adjusted life years for specific cancers. 
However, the most frequently occurring (mode) 5-YRC were significantly low (10− 4-10− 3) across the study area. The older age groups across the 
region characteristically presented higher 5-YRCs. The four study areas also showed no records of the percentage of cancer for the younger age groups. 
However, the middle age group in Nigeria presented the lowest median dietary AA-induced percentage uterine cancer prevalence (0.12 %), while the 
highest was recorded in Kenya (1.70 %). For the middle and older age groups, the median dietary AA-induced uterine percentage cancer cases 
increased consistently across all four study areas. The highest (4.68 × 10− 2%) most frequently occurring (mode) dietary AA-induced percentage 
uterine cancer disease was recorded in Ghana, while the middle age group in Ethiopia recorded the least (7.04 × 10− 4%). 

N.K.-A. Quartey et al.                                                                                                                                                                                                



Heliyon 10 (2024) e23075

13

different patterns of how dietary AA exposure affects consumers’ health. Thus, the differences in the dietary AA-linked burden of 
cancers observed could be attributed to socio-environmental, behavioral and biological factors among closely related ethnic groups 
[56] and their eating patterns. 

4.1. Study limitations 

There are some limitations associated with this study, and this is why the most frequently occurring (mode) and median cases were 

Table 4s 
Details and illustrations of the nexus connecting AA exposures and the health metrics to yield YLL and YLD, the components of DALYs. 
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used in this report. For this reason, probabilistic models with their iterations were employed to provide a more realistic estimate of the 
dietary AA-induced health outcomes. Thus, care must be exercised in the interpretations of the outcome of this study. Another 
challenge was the relatively low number (six) of articles from the restrictive inclusion years of study (2015–2019), from which dietary 
AA concentrations were collected. This limitation might impact our results. However, the probabilistic approach adopted may leverage 
the results of the two uncertainty outcomes (modal and median values) presented in this report. Age-related standardized national and 
international data on food consumption in the African region were unavailable. Thus, the mass of food consumed was the average daily 
consumption by the whole population. Also, the non-availability of age and gender-related body weight distribution presented another 
challenge. Therefore, we used fixed body weight, a default value proposed in such situations by EFSA [47]. However, reasonable 
conclusions have been adduced once decisions or outcomes are interpreted using the associated uncertainties in a probabilistic 
approach [60]. 

5. Conclusion 

Among other uncertainties, the study estimated the total median cancer burdens in the four study areas to be 63.7 DALY rates, 
ranging between 1.2 and 26.1. For individual countries, they presented as Ethiopia (26.1) > Kenya (17.6) > Nigeria (13.4) > Ghana 
(1.2) per 100,000 population. These health metrics indicators represent the median dietary AA doses in foods consumed, expressed as 
the associated exposures and risks relating to human cancer burdens in the three organs (kidney, ovary, and uterus). The model 
developed in this study can produce results based on the quality of the elements of exposure supplied as input variables. The output of 
this study establishes the processes that connect the exposures and risks of dietary AA-contaminated foods in a model designed to 
estimate the related cancer burdens transmitted through foods. 
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[36] B. Başaran, B. Çuvalcı, G. Kaban, Dietary acrylamide exposure and cancer risk: a systematic approach to human epidemiological studies, Foods 12 (2023) 346, 

https://doi.org/10.3390/foods12020346. 
[37] J.P.T. Higgins, J. Thomas, J. Chandler, M. Cumpston, T. Li, M.J. Page, V.A. Welch, Cochrane Handbook for Systematic Reviews of Interventions, John Wiley & 

Sons, 2019. 
[38] L. Shamseer, D. Moher, M. Clarke, D. Ghersi, A. Liberati, M. Petticrew, P. Shekelle, L.A. Stewart, D.G. Altman, A. Booth, A.W. Chan, S. Chang, T. Clifford, 

K. Dickersin, M. Egger, P.C. Gøtzsche, J.M. Grimshaw, T. Groves, M. Helfand, J. Higgins, T. Lasserson, J. Lau, K. Lohr, J. McGowan, C. Mulrow, M. Norton, 
M. Page, M. Sampson, H. Schünemann, I. Simera, W. Summerskill, J. Tetzlaff, T.A. Trikalinos, D. Tovey, L. Turner, E. Whitlock, Preferred reporting items for 
systematic review and meta-analysis protocols (prisma-p) 2015: elaboration and explanation, BMJ 349 (2015) 1–25, https://doi.org/10.1136/bmj.g7647. 

[39] N. Nemeth, I. Rudnak, P. Ymeri, C. Fogarassy, The role of cultural factors in sustainable food consumption—an investigation of the consumption habits among 
international students in Hungary, Sustainability 11 (2019) 3052. 

[40] Who, Principles and Methods for the Risk Assessment of Chemicals in Food, International Programme on Chemical Safety, vol. 240, environmental health 
criteria, 2009. 

[41] G. Adani, T. Filippini, L.A. Wise, T.I. Halldorsson, L. Blaha, M. Vinceti, Dietary intake of acrylamide and risk of breast, endometrial, and ovarian cancers: a 
systematic review and dose–response meta-analysis, Cancer Epidemiol. Biomarkers Prev. 29 (2020) 1095–1106. 

N.K.-A. Quartey et al.                                                                                                                                                                                                

https://doi.org/10.1016/j.foodchem.2022.134221
https://doi.org/10.1016/j.foodhyd.2022.107839
https://doi.org/10.1016/j.jfca.2021.104177
https://doi.org/10.1016/j.jfca.2022.104409
https://doi.org/10.1016/j.cofs.2022.100847
https://doi.org/10.1016/j.cofs.2022.100847
https://doi.org/10.3390/foods12122320
https://doi.org/10.3390/foods12122320
https://doi.org/10.3389/fnut.2022.875607
https://doi.org/10.1016/j.fct.2021.112799
https://doi.org/10.1016/j.foodchem.2012.12.051
https://doi.org/10.1016/j.foodchem.2012.12.051
http://refhub.elsevier.com/S2405-8440(23)10283-0/sref20
https://doi.org/10.1038/s12276-021-00561-7
https://doi.org/10.5653/cerm.2019.03230
http://refhub.elsevier.com/S2405-8440(23)10283-0/sref23
http://refhub.elsevier.com/S2405-8440(23)10283-0/sref23
http://refhub.elsevier.com/S2405-8440(23)10283-0/sref24
https://doi.org/10.1002/ijc.29339
https://doi.org/10.1002/ijc.29339
https://doi.org/10.1080/01635581.2014.916323
https://doi.org/10.1001/jamaoncol.2016.5688
https://doi.org/10.1016/j.fct.2009.11.003
https://doi.org/10.3389/fenvs.2021.742269
https://doi.org/10.1016/B978-0-12-415766-8.00003-3
https://doi.org/10.1016/B978-0-12-415766-8.00003-3
http://refhub.elsevier.com/S2405-8440(23)10283-0/sref31
http://refhub.elsevier.com/S2405-8440(23)10283-0/sref31
http://refhub.elsevier.com/S2405-8440(23)10283-0/sref32
http://refhub.elsevier.com/S2405-8440(23)10283-0/sref32
https://vizhub.healthdata.org/gbd-compare/
https://doi.org/10.1016/j.ecoenv.2022.113551
https://doi.org/10.1016/j.fct.2016.01.021
https://doi.org/10.3390/foods12020346
http://refhub.elsevier.com/S2405-8440(23)10283-0/sref37
http://refhub.elsevier.com/S2405-8440(23)10283-0/sref37
https://doi.org/10.1136/bmj.g7647
http://refhub.elsevier.com/S2405-8440(23)10283-0/sref39
http://refhub.elsevier.com/S2405-8440(23)10283-0/sref39
http://refhub.elsevier.com/S2405-8440(23)10283-0/sref40
http://refhub.elsevier.com/S2405-8440(23)10283-0/sref40
http://refhub.elsevier.com/S2405-8440(23)10283-0/sref41
http://refhub.elsevier.com/S2405-8440(23)10283-0/sref41


Heliyon 10 (2024) e23075

17

[42] A. Maertens, E. Golden, T.H. Luechtefeld, S. Hoffmann, K. Tsaioun, T. Hartung, Probabilistic risk assessment - the keystone for the future of Toxicology, ALTEX 
39 (2022) 3–29, https://doi.org/10.14573/altex.2201081. 

[43] A. Botchkarev, Assessing Excel VBA Suitability for Monte Carlo Simulation, 2015 arXiv preprint arXiv:1503.08376, https://doi.org/10.48550/arXiv.1503. 
08376. 

[44] J.W. Osborne, A. Overbay, The power of outliers (and why researchers should always check for them), Practical Assess. Res. Eval. 9 (2004) 6. 
[45] A. Gavrieli, A. Naska, C. Konstantinidi, R. Berry, M. Roe, L. Harvey, P. Finglas, M. Glibetic, M. Gurinovic, A. Trichopoulou, Dietary Monitoring Tools for Risk 

Assessment, EFSA Support, vol. 11, Publ., 2017, https://doi.org/10.2903/sp.efsa.2014.en-607. 
[46] U.S.E.P.A. USEPA, Characterizing risk and hazard, in: Hum. Heal. Risk Assess. Protoc., U.S. EPA, Office of Solid Waste, 2005, pp. 1–15. 
[47] EFSA, Overview of the procedures currently used at EFSA for the assessment of dietary exposure to different chemical substances, EFSA J. 9 (2011) 2490. 
[48] W. Bank, The World Bank Annual Report 2022, The World Bank, 2022. 
[49] E. Vardell, Global health observatory data repository, Med. Ref. Serv. Q. 39 (2020) 67–74. 
[50] K. Dibaba, L. Tilahun, N. Satheesh, M. Geremu, Acrylamide occurrence in Keribo: Ethiopian traditional fermented beverage, Food Control 86 (2018) 77–82, 

https://doi.org/10.1016/j.foodcont.2017.11.016. 
[51] R.A. Sanusi, A. Olurin, Portion and serving sizes of commonly consumed foods, in ibadan, southwestern Nigeria, Afr. J. Biomed. Res. 15 (2012) 149–158. 
[52] Z. Ajani, O.T. Fatunsin, A.O. Oyeyiola, K.O. Olayinka, Risk assessment of acrylamide for some commonly eaten fried foods, FUW Trends Sci. Technol. Journal, 

Www.Ftstjournal.Com e-ISSN. 4 (2048) 149–155. www.ftstjournal.com. 
[53] O.O. Elizabeth, S. Anuoluwapo, O.J. John, Effect of deep and infrared rays frying on the acrylamide concentration formation in musa paradisiaca, Am. J. Food 

Technol. 12 (2017) 385–389, https://doi.org/10.3923/ajft.2017.385.389. 
[54] M. Oppong Siaw, I.W. Ofosu, H.E. Lutterodt, G.M. Ankar-Brewoo, Acrylamide exposure and risks in most frequently consumed foods in a total diet study, Adv. J. 

Food Sci. Technol. 6 (2018) 123–137, https://doi.org/10.12691/ajfst-6-4-1. 
[55] L.C. Peres, H. Risch, K.L. Terry, P.M. Webb, M.T. Goodman, A.H. Wu, A.J. Alberg, E. V Bandera, J. Barnholtz-Sloan, M.L. Bondy, M.L. Cote, E. Funkhouser, P. 

G. Moorman, E.S. Peters, A.G. Schwartz, P.D. Terry, A. Manichaikul, S.E. Abbott, F. Camacho, S.J. Jordan, C.M. Nagle, M.A. Rossing, J.A. Doherty, F. Modugno, 
K. Moysich, R. Ness, A. Berchuck, L. Cook, N. Le, A. Brooks-Wilson, W. Sieh, A. Whittemore, V. McGuire, J. Rothstein, H. Anton-Culver, A. Ziogas, C.L. Pearce, 
C. Tseng, M. Pike, J.M. Schildkraut, Racial/ethnic differences in the epidemiology of ovarian cancer: a pooled analysis of 12 case-control studies, Int. J. 
Epidemiol. 47 (2018) 460–472, https://doi.org/10.1093/ije/dyx252. 

[56] V.A. Zavala, P.M. Bracci, J.M. Carethers, L. Carvajal-Carmona, N.B. Coggins, M.R. Cruz-Correa, M. Davis, A.J. de Smith, J. Dutil, J.C. Figueiredo, R. Fox, K. 
D. Graves, S.L. Gomez, A. Llera, S.L. Neuhausen, L. Newman, T. Nguyen, J.R. Palmer, N.R. Palmer, E.J. Pérez-Stable, S. Piawah, E.J. Rodriquez, M.C. Sanabria- 
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