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Abstract 

Background The rate of progression of type 2 diabetes following diagnosis varies across individuals and populations. 
Studies investigating the progression of type 2 diabetes in adult African populations with newly diagnosed diabetes 
are limited. We aimed to investigate the prevalence and predictors of short-term (one year) diabetes progression 
in an adult Ugandan population with new-onset type 2 diabetes (type 2 diabetes diagnosed in < 3 months) initiated 
on oral hypoglycaemic agents (OHA).

Methods Two hundred and seven adult participants with type 2 diabetes diagnosed within the previous three 
months were followed up for 12 months. We investigated the association of specific demographic, clinical, and meta-
bolic characteristics, and short-term diabetes progression (defined as glycated haemoglobin or HbA1c ≥ 8% on ≥ 2 
OHA and/or treatment intensification).

Results One hundred sixteen participants (56%) completed the follow-up period. Sixty-four participants (55.2%, 95% 
CI 45.7–64.4) showed evidence of diabetes progression during the 12-month period of follow-up. An HbA1c ≥ 8% 
on ≥ 2 OHA and treatment intensification were noted in 44.8% and 29.3% of the participants, respectively. On multi-
variate analysis, only the female gender (AOR 3.2, 95% CI 1.1–9.2, p = 0.03) was noted to be independently associated 
with short-term diabetes progression.

Conclusion Short-term diabetes progression was relatively common in this study population and was independently 
associated with the female gender. Early intensified diabetes therapy in adult Ugandan female patients with new-
onset type 2 diabetes should be emphasised to avert rapid short-term diabetes progression.

Keywords Adult patients, New-onset type 2 diabetes, Short-term diabetes progression, Sub-Saharan Africa, Uganda

Introduction
Type 2 diabetes is a heterogeneous and progressive meta-
bolic condition, whose clinical course after diagnosis var-
ies across individuals and populations [1]. The hallmark 
of type 2 diabetes progression is the progressive decline of 
pancreatic beta-cell mass and secretory function with sub-
sequent worsening glycaemia, secondary oral hypoglycae-
mic agent failure, and initiation of insulin therapy [2, 3].

Several prospective and retrospective studies that have 
investigated diabetes progression in Caucasian and Asian 
populations with type 2 diabetes have reported young 
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age at diagnosis, high body mass index or BMI (which 
is weight in kg divided by height in meters squared), low 
pancreatic beta-cell function, markers of metabolic syn-
drome (high serum triglycerides or TGL and low high-
density lipoprotein cholesterol or HDLC), high baseline 
glycated haemoglobin (HbA1c), islet autoantibody 
positivity, and specific genetic variants linked to insulin 
resistance as predictors of short- and long-term diabetes 
progression [4–8].

While considerable information on the predictors of 
progression of type 2 diabetes is available in Caucasian 
and Asian populations, similar studies in black African 
adult populations with new-onset type 2 diabetes are 
limited. Understanding the phenotypic characteristics 
that predict rapid diabetes progression in adult patients 
with type 2 diabetes in Uganda will be important in 
guiding optimal intensified individualised diabetes 
therapy in adult Ugandans with newly diagnosed type 2 
diabetes.

In this observational prospective study, we followed up 
a cohort of adult patients with newly diagnosed type 2 
diabetes that were enrolled in the Uganda Diabetes Phe-
notype (UDIP) study for a total of 12  months to deter-
mine diabetes progression and its associated predictors. 
Because of the predominance of pancreatic beta-cell dys-
function in adult Ugandan patients with type 2 diabetes 
[9], we hypothesised that markers of pancreatic beta-cell 
dysfunction (fasting C-peptide and Homeostatic Model 
assessment 2 of beta-cell function or HOMA2-%B) and 
low BMI will be associated with short-term diabetes pro-
gression in this study population.

Methods
Study design, setting, and participants
This observational prospective study was conducted in 
seven tertiary public and private not-for-profit mission or 
church-founded hospitals in Central and Southwestern 
Uganda between October 2019 and August 2021. These 
hospitals were selected because they serve urban, peri-
urban, and rural populations, and have functional outpa-
tient adult diabetes clinics.

A total of 207 adult patients with newly diagnosed type 
2 diabetes initiated on oral hypoglycaemic agents (OHA) 
and enrolled in the main UDIP study that investigated 
the manifestation of diabetes in an adult Ugandan popu-
lation with new-onset diabetes were randomly selected to 
join this study and then followed up for 12 months.

Eligibility criteria: inclusion and exclusion criteria
The participants recruited in the study were those 
aged ≥ 18  years with a recent diagnosis of diabetes 
(< 3  months since diagnosis), clinically stable (without 
evidence of metabolic decompensation necessitating 

hospital admission), and had been initiated on OHA. 
The diagnosis of diabetes in all of these participants was 
made by clinicians at the various outpatient clinics based 
on the World Health Organisation (WHO) guidelines 
for the diagnosis of diabetes [10]. Pregnant women were 
excluded from this study.

Assessment of demographic, clinical, biophysical, 
and metabolic characteristics at baseline and during the 
follow‑up period
At baseline, information on relevant demographic (age at 
diagnosis and gender) and clinical characteristics (type of 
glucose-lowering treatment initiated at the time of diag-
nosis) were collected using a pre-tested case report form. 
This was followed by anthropometric (weight, height, 
waist circumference or WC, hip circumference, waist: 
hip circumference ratio or WHR, BMI) and resting blood 
pressure measurements.

A fasting blood sample was then collected for measure-
ment of blood glucose (FBG), HbA1c, insulin, C-peptide, 
and lipid profile (total cholesterol or TC, high-density 
lipoprotein cholesterol or HDLC, low-density lipopro-
tein cholesterol or LDLC, triglycerides or TGL, and total 
cholesterol: high-density lipoprotein cholesterol ratio or 
TC/HDLC ratio). Insulin resistance (Homeostatic model 
assessment 2 for insulin resistance or HOMA2-IR) and 
the pancreatic beta-cell function (HOMA2-%B) were cal-
culated using the online homeostatic model assessment-2 
(HOMA2) calculator by the Diabetes Trial Unit of the 
University of Oxford, Oxford UK [11].

The study participants were then followed up every 
three months for 12  months. To maintain the partici-
pants in the study, the trained study nurses made peri-
odic phone calls and also sent out phone messages to the 
participants reminding them of their scheduled appoint-
ments. These study nurses worked at the respective study 
sites and oversaw patient registration and diabetes edu-
cation at the outpatient diabetes clinics.

Management of diabetes was determined by the 
attending clinicians following the WHO treatment 
guidelines which recommend the use of metformin 
as the first-line glucose-lowering drug and other oral 
agents like sulfonylureas or incretin therapies as add-on 
therapies [12]. At each time point, information on the 
type and dose of the OHA used, history of any hypo-
glycaemic episode regardless of severity and severe 
hyperglycaemia requiring hospital admission, and 
treatment adjustment (dose increase or addition of a 
new drug) was obtained. In addition, all participants 
were subjected to anthropometry and measurement 
of HbA1c, as a measure of assessing glycaemic control 
and response to treatment. At the 12-month follow-up 
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time point, a fasting blood sample was drawn from all 
participants for measurement of FBG, HbA1c, insulin, 
C-peptide, and lipid profile.

Definition of study outcomes
Diabetes progression at the 12-month time point was 
defined as HbA1c ≥ 8% when on ≥ 2 OHA and/or treat-
ment intensification (initiation of insulin therapy, and/or 
the dose of > 1 oral drug increased, and/or addition of a 
second oral agent) [2, 3].

Statistical analysis
The categorical and continuous variables describing all the 
study participants at baseline and 12-month time points 
of follow-up were expressed as proportions and medians 
with inter-quartile range (IQR), respectively. The HbA1c 
of the participants at each time point was expressed as a 
mean ± standard deviation. The changes in HbA1c based 
on the OHA used at each time point were determined and 
summarised in the form of a table and graph.

The prevalence of diabetes progression was expressed 
as a frequency with 95% confidence intervals. Simple 
descriptive statistics were used in the comparison of the 
demographic, anthropometric, and metabolic charac-
teristics of participants who progressed (progressors) 
and those who did not (non-progressors) at 12  months. 
To identify the specific predictors of progression of type 
2 diabetes, variables that have been reported in the lit-
erature to be associated with type 2 diabetes progres-
sion like age, gender, relevant markers of adiposity, and 
an atherogenic lipid profile (WC and TC/HDLC ratio), 
and pancreatic beta-cell function (fasting C-peptide 
and HOMA2-%B) were added to the model and logistic 
regression was performed. A p-value < 0.05 and a 95% 
confidence interval above 1 were considered statistically 
significant. All analyses were done using STATA statistical 
software version 15 College Station, TX: StataCorp LLC.

Ethical approval
The study received ethical approval from the research 
ethics committee of the Uganda Virus Research Institute 
(GC/127/18/05/650) and the Uganda National Council 
of Science and Technology (HS 2431). All participating 
study sites offered administrative approval before the ini-
tiation of the study. All study participants recruited into 
the study provided written informed consent. The study 
was conducted in accordance with the ethical principles 
outlined in the Declaration of Helsinki and the Good 
Clinical Practice guidelines of the International Confer-
ence on Harmonisation.

Results
The demographic, clinical, anthropometric, and meta-
bolic characteristics of all study participants at baseline 
are summarised in Table 1.

At baseline, the median (IQR) age at diagnosis, BMI, 
and HbA1c for the participants were 49  years (40–57), 
27.5  kg/m2 (24.3–31.6), and 93  mmol/mol (67–111) or 
10.7% (8.3–12.3), respectively. Seventy-eight (37.7%) 
participants were on metformin monotherapy while 129 
(62.3%) were on metformin and sulfonylurea combina-
tion. No participant was on 3 oral hypoglycaemic agents 
or insulin at baseline.

One hundred sixteen participants (56%) completed the 
follow-up at 12 months. Of these, 63 (54.3%) were female.

Comparison of clinical, anthropometric, and metabolic 
characteristics of participants at baseline and 12 months
Compared with those at baseline, participants at the 
12-month time point of follow-up had a higher median 
BMI (29  kg/m2 [25.1–31.7] vs 27.5  kg/m2 [24.3–31.6], 
p = 0.001). There was no statistically significant differ-
ence in most of the clinical and metabolic characteristics 
between both groups (Supplementary Table 1).

On stratification in two groups based on HbA1c cut-
offs and number of OHA being used at baseline, com-
pared with those with HbA1c ≥ 8% and on ≥ 2 OHA, 
participants with HbA1c < 8% and on < 2 OHA had a 
higher prevalence of pre-existing hypertension (51.2% 
vs 25%), a higher median (IQR) systolic blood pressure 
(139 [127–152] vs 125 [113–133] mmHg), and HOMA2-
%B (70.8 [53.1–99.8] vs 38.7 [23.4–65.6]). No differences 
were noted in the anthropometric and most metabolic 
characteristics between both groups (Supplementary 
Table 2).

Changes in HbA1c based on the number and type(s) of oral 
treatment used
The HbA1c changes of all study participants, based on 
the HbA1c cut-offs at baseline and OHA used at each 
time point are summarised in Supplementary Tables  3 
and 4, and Fig. 1.

Both participants on metformin monotherapy and 
metformin-sulfonylurea combination experienced an 
initial sharp decline in HbA1c between the baseline and 
3-month time points. However, this decline was main-
tained at the 6-and 9-month time points in participants 
on combination therapy, with a steady rise in HbA1c later 
between the 9- and 12-month time points (Fig.  1 and 
Supplementary Table 3).

Participants with HbA1c < 8% and on < 2 OHA at 
baseline had a steadily maintained median HbA1c level 
throughout the follow-up period while those who had 
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HbA1c ≥ 8% and on ≥ 2 OHA experienced a gradual 
decline in the median HbA1c level (Supplementary 
Table 4).

Diabetes progression after 12 months of follow‑up
Tables 2 and 3 summarise the treatment adjustments at 
each time point and the independent predictors of short-
term diabetes progression, respectively.

Of the 116 participants (56%) who completed the 
12-month follow-up study period, diabetes progres-
sion was observed in 64 participants, corresponding to a 
prevalence of 55.2% (95% CI 45.7–64.4). An HbA1c ≥ 8% 
on ≥ 2 OHA and treatment intensification were noted in 
44.8% and 29.3% of participants, respectively.

Of the 34 participants who had treatment intensifica-
tion at the 12-month time point, 10 participants had 
a new drug added to their treatment regimen (sulfo-
nylurea and pre-mixed insulin were added to the treat-
ment regimen of nine participants and one participant, 
respectively).

Treatment adjustment at each time point of follow-
up was documented more in participants initiated on 

metformin monotherapy at baseline (Table  2). Con-
versely, an HbA1c of ≥ 8% on ≥ 2 OHA was observed 
more in participants initiated on metformin and sulfony-
lurea combination at baseline compared with those initi-
ated on metformin monotherapy (n = 34, 65.4% vs n = 18, 
34.6% respectively).

On multivariate analysis, only the female gender 
(adjusted odds ratio or AOR 3.2, 95% CI 1.1–9.2, p = 0.03) 
was noted to independently predict diabetes progression 
at the 12-month time point of follow-up (Table 3).

Comparison between diabetes progressors 
and non‑progressors at 12 months of follow‑up
Supplementary Table  5 summarises the demographic, 
clinical, anthropometric, and metabolic characteristics of 
participants who progressed and those who did not at the 
12-month time point of follow-up.

Compared with the non-progressors, participants clas-
sified as progressors had a higher HbA1c level (69 mmol/
mol [55–85] vs 47 mmol/mol [40–59]), HOMA2-IR (1.7 
[1.2–2.5] vs 1.2 [0.9–2.0]), and a lower HOMA2-%B (39.8 
[26.1–59.9] vs 90.3 [46.5–120.7]). No marked differences 

Table 1 Comparison of demographic, clinical, anthropometric, and metabolic characteristics of the participants at baseline

BMI Body mass index, BP Blood pressure, FBG Fasting blood glucose, HbA1c Glycated haemoglobin, HDLC High-density lipoprotein cholesterol, HOMA2-IR Homeostatic 
model assessment insulin resistance, HOMA2-%B Homeostatic model assessment pancreatic beta-cell function, LDLC low-density lipoprotein cholesterol, TC total 
cholesterol, TGL triglycerides, TC/HDLC total cholesterol: high-density lipoprotein cholesterol ratio, WC waist circumference, WHR waist: hip circumference ratio

Characteristic All study participants (n = 207) Metformin only (n = 78, 37.7%) Metformin and 
sulfonylurea (n = 129, 
62.3%)

Age (years) 49 (40–57) 50 (43–57) 49 (39–57)

Gender

 1. Male 101 (48.8) 37 (47.4) 55 (42.6)

 2. Female 106 (51.2) 41 (52.6) 74 (57.4)

BMI (kg/m2) 27.5 (24.3–31.6) 27.2 (24.2–31.9) 27.7 (24.1–31.3)

WC (cm) 96.5 (89.0–104.0) 96.8 (88–106.4) 96.5 (89.0–104.0)

WHR 0.93 (0.89–0.96) 0.92 (0.89–0.97) 0.94 (0.90–0.96)

Systolic BP (mmHg) 127 (117–137) 128 (121–140) 125 (115–134)

Diastolic BP (mmHg) 84 (77–91) 87 (81–93) 82 (75–89)

HbA1c (%) 10.7 (8.3–12.3) 10.2 (8.3–12.3) 10.9 (8.4–12.5)

HbA1c (mmol/mol) 93 (67–111) 88 (67–111) 95 (68–113)

FBG (mmol/l) 8.6 (6.5–12.8) 8.8 (6.9–13.4) 8.2 (6.1–11.8)

Fasting insulin (µmol/l) 5.6 (3.2–10.0) 6.0 (3.6–10.0) 5.2 (3.0–9.6)

Fasting C-peptide (ng/ml) 1.4 (0.9–2.0) 1.4 (0.8–1.9) 1.3 (0.9–2.0)

Total cholesterol (mmol/l) 4.0 (3.2–5.0) 4.2 (3.2–5.3) 3.9 (3.2–4.9)

LDLC (mmol/l) 2.5 (1.9–3.5) 2.6 (2.0–3.6) 2.6 (1.9–3.5)

HDLC (mmol/l) 0.9 (0.7–1.2) 1.0 (0.8–1.2) 0.8 (0.7–1.1)

TGL (mmol/l) 1.5 (1.0–1.9) 1.5 (1.1–2.0) 1.4 (1.0–1.9)

Non-HDLC (mmol/l) 3.0 (2.3–4.0) 3.2 (2.2–4.3) 3.0 (2.4–3.8)

TC/HDLC 4.6 (3.6–5.5) 4.4 (3.6–5.1) 4.6 (3.7–5.6)

HOMA2-IR 1.1 (0.7–1.8) 1.1 (0.7–2.1) 1.1 (0.7–1.7)

HOMA2-%B 43.3 (21.6–69.2) 40.1 (15.7–57.9) 44.5 (24.6–70.5)
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were noted in BMI, WHR, lipid profile, fasting insulin, 
and C-peptide concentrations between both groups.

On comparing the baseline characteristics of partici-
pants who completed the follow-up period and those 
who were lost to follow-up, the latter group had more 
females (62.5%) and had a lower median (IQR) HbA1c 

(9.3 [8.2–11.9] vs 11.4 [8.8–12.9] %, respectively) (Sup-
plementary Table 6).

Discussion
To our knowledge, this is the first study to investigate 
short-term progression of type 2 diabetes in an adult 
Ugandan population with new-onset diabetes. In this 
observational prospective study, we report that short-
term diabetes progression occurred in sixty-four par-
ticipants (55.2%, 95% CI 45.7–64.4) during a 12-month 
period of follow-up in an adult Ugandan population with 
newly diagnosed type 2 diabetes, and was independently 
associated only with the female gender. In addition, pro-
gressors had higher markers of glycaemia (FBG and 
HbA1c) and insulin resistance (HOMA2-IR) and reduced 
pancreatic beta-cell function (lower HOMA2-%B). These 

Fig. 1 Mean (95% CI) log glycated haemoglobin changes over the follow-up time points based on the glucose-lowering treatment used. 
HbA1c- Glycated haemoglobin

Table 2 Treatment adjustments at each time point

Time point Treatment adjustment Metformin only 
(n,%)

Metformin and 
sulfonylurea 
(n,%)

3 months (n = 131 participants) -New drug added and/or the dose of > 1 drug increased 16, 35.6% 8, 10.7%

6 months (n = 92 participants) -New drug added and/or the dose of > 1 drug increased 10, 40% 10, 16.7%

9 months (n = 67 participants) -New drug added and/or the dose of > 1 drug increased 12, 50% 7, 21.2%

12 months (n = 116 participants) -New drug added and/or the dose of > 1 drug increased 17, 39.5% 17, 27.9%

Table 3 Predictors of diabetes progression at 12 months of 
follow-up

OR Odds ratio, TC/HDLC Total cholesterol: high-density lipoprotein cholesterol

Characteristic Adjusted OR (95% CI) P‑value

Age at diagnosis (years) 0.9 (0.9–1.0) 0.13

Female gender 3.2 (1.1–9.2) 0.03

Waist circumference (cm) 1.1 (1.0–1.2) 0.08

TC/HDLC 1.1 (0.9–1.5) 0.30
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observations are in accord with observations from other 
populations [4–8].

Female gender has also been reported to be an inde-
pendent predictor of diabetes progression in some 
studies [13–17] while others have reported that it may 
be protective [18, 19]. In one multi-ethnic prospec-
tive cohort study of 500 adult patients with type 2 dia-
betes, the female gender was associated with a two-fold 
increase in the subsequent use of insulin therapy during 
the three years of follow-up [13]. The reasons explaining 
the increased risk of diabetes progression in females are 
not well documented but may be related to having higher 
measures of body adiposity (increased WC, BMI) and an 
adverse lipid profile pattern (low HDLC with increased 
LDLC and TGL concentrations), which are associated 
with an increased risk of diabetes progression [8].

In contrast, we did not observe any association 
between most measures of adiposity like BMI and WC, 
adverse lipid profile patterns, and diabetes progres-
sion in our study population. Most studies performed in 
Caucasian populations have reported an association [4, 
7, 13, 14, 19–29]. This might be due to methodological 
differences. For example, in some of these studies, diabe-
tes progression was defined as early initiation of insulin 
therapy, glycaemic deterioration, and pancreatic beta-
cell dysfunction and participants were followed up for a 
longer duration.

Prospective studies have demonstrated that diabetes 
progression is associated with both high [4, 13, 14] and 
low BMI [19, 22], reflecting an association with both 
extremes of BMI. A low BMI which reflects reduced pan-
creatic beta-cell secretory function is a common find-
ing in adult African patients with type 2 diabetes and is 
often associated with the need for early initiation of insu-
lin therapy [9, 30, 31]. This might also explain the lack of 
association between the risk of progression with other 
markers of the metabolic syndrome, such as those of lipid 
metabolism, in our study population.

Strengths and limitations
To our knowledge, this is the first study to prospectively 
follow up a cohort of unselected adult African patients 
with new-onset diabetes to understand, in a real-world 
setting, the frequency and predictors of short-term pro-
gression of type 2 diabetes. Despite this strength, our 
study had some limitations. Its short follow-up period 
may explain why we did not observe an association 
between diabetes progression and commonly reported 
phenotypic characteristics like HbA1c, BMI, WC, and 
some lipid profile parameters. We also had a very high 
rate of loss to follow up through the study. This is because 
the study was mainly performed during the COVID-19 

pandemic which significantly affected retention in clini-
cal care due to the frequent and prolonged lockdown 
periods and challenges in accessing public transport for 
most participants. Additional factors associated with dia-
betes progression like lifestyle or environmental factors 
and specific genetic variants were not assessed in this 
study.

Conclusion
In this study, we report that short-term diabetes progres-
sion, especially glycaemic deterioration, was relatively 
common in our study population and was associated only 
with the female gender. These findings underscore the 
need for early intensified individualised glycaemic man-
agement in female patients with newly diagnosed type 2 
diabetes to avert rapid short-term diabetes progression.

Abbreviations
BMI  Body mass index
BP  Blood pressure
FBG  Fasting blood glucose
HbA1c  Glycated haemoglobin
HDLC  High-density lipoprotein cholesterol
HOMA2-IR  Homeostatic model assessment insulin resistance
HOMA2-%B  Homeostatic model assessment pancreatic beta-cell function
LDLC  Low-density lipoprotein cholesterol SSA-sub-Saharan Africa
TC  Total cholesterol
TGL  Triglycerides
TC/HDLC  Total cholesterol: high-density lipoprotein cholesterol ratio
UDIP  Uganda Diabetes Phenotype
WC  Waist circumference
WHR  Waist: hip circumference ratio
WHO  World Health Organisation

Supplementary Information
The online version contains supplementary material available at https:// doi. 
org/ 10. 1186/ s12875- 023- 02169-4.

Additional file 1: Supplementary Table 1. Comparison of sociodemo-
graphic, clinical, anthropometric, and metabolic characteristics for the 
participants at baseline and 12 months of follow-up. Supplementary 
Table 2. Baseline characteristics of participants based on glycated 
haemoglobin cut-offs and number of oral hypoglycaemic agents used. 
Supplementary Table 3. Mean glycated haemoglobin changes for the 
participants over the follow-up period. Supplementary Table 4. Glycated 
haemoglobin changes during follow-up of the of participants based on 
glycated haemoglobin cut-offs and number of oral hypoglycaemic agents 
used. Supplementary Table 5. Sociodemographic, clinical, and metabolic 
characteristics of participants categorised according to the status of 
diabetes progression at 12 months. Supplementary Table 6. Baseline 
characteristics of participants who were lost to follow-up and those who 
completed the follow-up.

Acknowledgements
We would like to express our gratitude to the UDIP study research team at the 
different participating hospitals, the entire staff of the clinical chemistry unit of 
the Clinical Diagnostics Laboratory Services at the Medical Research Council/
Uganda Virus Research Institute, and the London School of Hygiene and 
Tropical Medicine Uganda Research Unit, Entebbe Uganda and all the study 
participants who consented to join the study.

https://doi.org/10.1186/s12875-023-02169-4
https://doi.org/10.1186/s12875-023-02169-4


Page 7 of 8Kibirige et al. BMC Primary Care          (2023) 24:214  

Authors’ contributions
DK oversaw the entire data collection process and wrote the initial draft of the 
manuscript. IS performed the statistical analysis and reviewed all the versions 
of the manuscript. WL participated in the data collection process, contributed 
to the discussion, and reviewed all the versions of the manuscript. MJN super-
vised this work, collectively contributed to the research idea, and reviewed all 
the versions of the manuscript. All authors reviewed the manuscript.

Funding
This study was supported by the UK Medical Research Council (MRC) and the 
UK Department for International Development (DFID) under the MRC/DFID 
Concordat agreement (Project Reference: MC_UP_1204/16) and the National 
Institute for Health Research (NIHR) (17/63/131).

Availability of data and materials
The datasets used and/or analysed during the current study are available from 
the corresponding author upon reasonable request.

Declarations

Ethics approval and consent to participate
This study was approved by the Research Ethics Committee of Uganda Virus 
Research Centre, Entebbe Uganda (GC/127/18/05/650) and the Uganda 
National Council of Science and Technology (HS 2431). Administrative 
approval was also obtained from all participating study sites. All enrolled study 
participants provided written informed consent to participate in the study. 
The study was conducted in accordance with the ethical principles and guide-
lines outlined in the Declaration of Helsinki and the Good Clinical Practice 
guidelines of the International Conference on Harmonisation.

Consent for publication
Not applicable.

Competing interests
The authors declare no competing interests.

Received: 16 February 2023   Accepted: 3 October 2023

References
 1. Pearson ER. Type 2 diabetes: a multifaceted disease. Diabetologia. 

2019;62:1107–12.
 2. Fonseca VA. Defining and characterizing the progression of type 2 

diabetes. Diabetes Care. 2009;32(Suppl 2):S151–6.
 3. Kalra S, Kamaruddin NA, Visvanathan J, Santani R. Defining Disease 

Progression and Drug Durability in Type 2 Diabetes Mellitus. Eur Endo-
crinol. 2019;15:67–9.

 4. Levy J, Atkinson AB, Bell PM, McCance DR, Hadden DR. Beta-cell dete-
rioration determines the onset and rate of progression of secondary 
dietary failure in type 2 diabetes mellitus: the 10-year follow-up of the 
Belfast Diet Study. Diabet Med. 1998;15:290–6.

 5. Liu S, Liu JJ, Gurung RL, Chan C, Yeo D, Ang K, et al. Clinical deter-
minants of diabetes progression in multiethnic Asians with type 2 
diabetes - a 3-year prospective cohort study. Ann Acad Med Singap. 
2019;48:217–23.

 6. Turner R, Stratton I, Horton V, Manley S, Zimmet P, Mackay IR, et al. 
UKPDS 25: autoantibodies to islet-cell cytoplasm and glutamic acid 
decarboxylase for prediction of insulin requirement in type 2 diabetes. 
UK Prospective Diabetes Study Group. Lancet. 1997;350:1288–93.

 7. Zhou K, Donnelly LA, Morris AD, Franks PW, Jennison C, Palmer CN, 
et al. Clinical and genetic determinants of progression of type 2 diabe-
tes: a DIRECT study. Diabetes Care. 2014;37:718–24.

 8. Thakarakkattil Narayanan Nair A, Donnelly LA, Dawed AY, Gan S, Anjana 
RM, Viswanathan M, et al. The impact of phenotype, ethnicity and 
genotype on the progression of type 2 diabetes mellitus. Endocrinol 
Diabetes Metab. 2020;3:e00108-e.

 9. Kibirige D, Sekitoleko I, Lumu W, Jones AG, Hattersley AT, Smeeth 
L, et al. Understanding the pathogenesis of lean non-autoimmune 
diabetes in an African population with newly diagnosed diabetes. 
Diabetologia. 2022;65:675–83.

 10. WHO. Definition and diagnosis of diabetes mellitus and intermediate 
hyperglycemia. 2006. https:// www. who. int/ diabe tes/ publi catio ns/ 
Defin ition% 20and% 20dia gnosis% 20of% 20dia betes_ new. pdf. Accessed 
18 March 2022.

 11. HOMA2 calculator. 2004. https:// www. dtu. ox. ac. uk/ homac alcul ator/. 
Accessed 14 Jan 2022.

 12. Roglic G, Norris SL. Medicines for treatment intensification in type 
2 diabetes and type of insulin in type 1 and type 2 diabetes in low-
resource settings: synopsis of the World Health Organization guide-
lines on second- and third-line medicines and type of insulin for the 
control of blood glucose levels in nonpregnant adults with diabetes 
mellitus. Ann Intern Med. 2018;169:394–7.

 13. Ng TP, Goh LG, Tan Y, Tan E, Leong H, Tay EG, et al. Ethnic differences in 
glycaemic control in adult Type 2 diabetic patients in primary care: a 
3-year follow-up study. Diabet Med. 2005;22:1598–604.

 14. Nichols GA, Koo YH, Shah SN. Delay of insulin addition to oral combina-
tion therapy despite inadequate glycemic control: delay of insulin 
therapy. J Gen Intern Med. 2007;22:453–8.

 15. Janghorbani M, Amini M. Predictors of switching to insulin from non-
insulin therapy in patients with type 2 diabetes mellitus. Diabetes Res 
Clin Pract. 2011;92:111–7.

 16. Sinclair AJ, Alexander CM, Davies MJ, Zhao C, Mavros P. Factors associ-
ated with initiation of antihyperglycaemic medication in UK patients 
with newly diagnosed type 2 diabetes. BMC Endocr Disord. 2012;12:1.

 17. Machado-Alba JE, Machado-Duque ME, Moreno-Gutierrez PA. Time to 
and factors associated with insulin initiation in patients with type 2 
diabetes mellitus. Diabetes Res Clin Pract. 2015;107:332–7.

 18. Fu AZ, Qiu Y, Davies MJ, Radican L, Engel SS. Treatment intensification 
in patients with type 2 diabetes who failed metformin monotherapy. 
Diabetes Obes Metab. 2011;13:765–9.

 19. Donnan PT, Steinke DT, Newton RW, Morris AD. Changes in treatment 
after the start of oral hypoglycaemic therapy in Type 2 diabetes: a 
population-based study. Diabet Med. 2002;19:606–10.

 20. Nakayama H, Kato T, Nakayama S, Kaku H, Muraishi K, Tokubuchi I, et al. 
Cross-sectional and longitudinal analyses of factors contributing to the 
progressive loss of the β-cell function in type 2 diabetes. Intern Med. 
2015;54:1971–6.

 21. Danne T, Bluhmki T, Seufert J, Kaltheuner M, Rathmann W, Beyersmann 
J, et al. Treatment intensification using long-acting insulin –predictors 
of future basal insulin supported oral therapy in the DIVE registry. BMC 
Endocr Disord. 2015;15:54.

 22. Gentile S, Strollo F, Viazzi F, Russo G, Piscitelli P, Ceriello A, et al. Five-year 
predictors of insulin initiation in people with type 2 diabetes under 
real-life conditions. J Diabetes Res. 2018;2018:7153087.

 23. Donnelly LA, Zhou K, Doney ASF, Jennison C, Franks PW, Pearson ER. 
Rates of glycaemic deterioration in a real-world population with type 2 
diabetes. Diabetologia. 2018;61:607–15.

 24. Chung S, Zhao B, Lauderdale D, Linde R, Stafford R, Palaniappan L. Ini-
tiation of treatment for incident diabetes: evidence from the electronic 
health records in an ambulatory care setting. Prim Care Diabetes. 
2015;9:23–30.

 25. Després JP, Lemieux I. Abdominal obesity and metabolic syndrome. 
Nature. 2006;444:881–7.

 26. Kalk WJ, Joffe BI, Sumner AE. The waist circumference of risk in black 
South african men is lower than in men of European ancestry. Metab 
Syndr Relat Disord. 2011;9:491–5.

 27. Lemieux I, Lamarche B, Couillard C, Pascot A, Cantin B, Bergeron J, 
et al. Total Cholesterol/HDL Cholesterol Ratio vs LDL Cholesterol/HDL 
Cholesterol Ratio as Indices of Ischemic Heart Disease Risk in Men: The 
Quebec Cardiovascular Study. Arch Intern Med. 2001;161:2685–92.

 28. Waldman B, Jenkins AJ, Davis TM, Taskinen MR, Scott R, O’Connell RL, 
et al. HDL-C and HDL-C/ApoA-I predict long-term progression of glyce-
mia in established type 2 diabetes. Diabetes Care. 2014;37:2351–8.

 29. Zhou M, Li Z, Min R, Dong Y, Sun Q, Li Y. Log (TG)/HDL-C ratio as a 
predictor of decreased islet beta cell function in patients with type 2 
diabetes: 6-year cohort study. J Diabetes. 2015;7:689–98.

https://www.who.int/diabetes/publications/Definition%20and%20diagnosis%20of%20diabetes_new.pdf
https://www.who.int/diabetes/publications/Definition%20and%20diagnosis%20of%20diabetes_new.pdf
https://www.dtu.ox.ac.uk/homacalculator/


Page 8 of 8Kibirige et al. BMC Primary Care          (2023) 24:214 

•
 
fast, convenient online submission

 •
  

thorough peer review by experienced researchers in your field

• 
 
rapid publication on acceptance

• 
 
support for research data, including large and complex data types

•
  

gold Open Access which fosters wider collaboration and increased citations 

 
maximum visibility for your research: over 100M website views per year •

  At BMC, research is always in progress.

Learn more biomedcentral.com/submissions

Ready to submit your researchReady to submit your research  ?  Choose BMC and benefit from: ?  Choose BMC and benefit from: 

 30. Kibirige D, Lumu W, Jones AG, Smeeth L, Hattersley AT, Nyirenda MJ. 
Understanding the manifestation of diabetes in sub Saharan Africa to 
inform therapeutic approaches and preventive strategies: a narrative 
review. Clin Diabetes Endocrinol. 2019;5:2.

 31. Kibirige D, Sekitoleko I, Balungi P, Lumu W, Nyirenda MJ. Apparent Insulin 
Deficiency in an Adult African Population With New-Onset Type 2 Diabe-
tes. Front Clin Diabetes Healthc. 2022;3:944483.

Publisher’s Note
Springer Nature remains neutral with regard to jurisdictional claims in pub-
lished maps and institutional affiliations.


	Type 2 diabetes progression in an adult Ugandan population with new-onset diabetes: an observational prospective study
	Abstract 
	Background 
	Methods 
	Results 
	Conclusion 

	Introduction
	Methods
	Study design, setting, and participants
	Eligibility criteria: inclusion and exclusion criteria
	Assessment of demographic, clinical, biophysical, and metabolic characteristics at baseline and during the follow-up period
	Definition of study outcomes
	Statistical analysis
	Ethical approval

	Results
	Comparison of clinical, anthropometric, and metabolic characteristics of participants at baseline and 12 months
	Changes in HbA1c based on the number and type(s) of oral treatment used
	Diabetes progression after 12 months of follow-up
	Comparison between diabetes progressors and non-progressors at 12 months of follow-up

	Discussion
	Strengths and limitations

	Conclusion
	Anchor 23
	Acknowledgements
	References


