Supplementary Table 2 | JBI Critical Appraisal and Methodological Quality Assessment

	Low
	Moderate / unclear
	High
	N/A


L = Low risk; M = Moderate risk ; H = High risk; N/A = Not applicable.
A. JBI Quasi-Experimental Studies
	Ref.
	Q1
	Q2
	Q3
	Q4
	Q5
	Q6
	Q7
	Q8
	Q9
	Overall risk
	Review decision

	1
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	2
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	3
	L
	H
	L
	L
	L
	L
	L
	L
	L
	Moderate
	Include

	4
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	5
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	6
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	7
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	8
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	9
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	10
	L
	L
	L
	L
	H
	L
	L
	L
	L
	Moderate
	Include

	11
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	12
	L
	L
	L
	L
	H
	L
	L
	L
	L
	Moderate
	Include

	13
	L
	H
	L
	L
	L
	L
	L
	L
	L
	Moderate
	Include

	14
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	15
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	16
	L
	L
	L
	L
	L
	L
	M
	L
	L
	Moderate
	Include

	17
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	18
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	19
	L
	L
	L
	L
	H
	L
	L
	L
	L
	Moderate
	Include

	20
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	21
	L
	L
	L
	L
	H
	L
	L
	L
	L
	Moderate
	Include

	22
	L
	L
	L
	L
	H
	L
	L
	L
	L
	Moderate
	Include

	23
	L
	L
	L
	L
	L
	L
	M
	L
	L
	Moderate
	Include

	24
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	25
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	26
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	27
	L
	L
	L
	L
	H
	L
	L
	L
	L
	Moderate
	Include

	28
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	29
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	30
	L
	H
	L
	L
	H
	L
	L
	L
	L
	High
	Include with caution

	31
	L
	L
	H
	L
	L
	L
	M
	L
	L
	Moderate
	Include

	32
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	33
	L
	L
	L
	L
	H
	L
	L
	L
	L
	Moderate
	Include

	34
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	35
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	36
	L
	L
	L
	L
	H
	L
	L
	L
	L
	Moderate
	Include

	37
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	38
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	39
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	40
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	41
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	42
	L
	L
	L
	L
	H
	L
	L
	L
	L
	Moderate
	Include

	43
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	44
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	45
	L
	L
	L
	L
	H
	L
	L
	L
	L
	Moderate
	Include

	46
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	47
	L
	L
	H
	L
	L
	L
	L
	L
	L
	Moderate
	Include

	48
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	49
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	50
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	51
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	52
	L
	H
	L
	L
	L
	L
	L
	L
	L
	Moderate
	Include

	53
	L
	L
	L
	L
	H
	L
	L
	L
	L
	Moderate
	Include

	54
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	55
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	56
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	57
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	58
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	59
	L
	L
	L
	L
	L
	L
	M
	L
	L
	Moderate
	Include

	60
	L
	H
	L
	L
	L
	L
	L
	L
	L
	Moderate
	Include

	61
	L
	H
	L
	L
	L
	L
	L
	L
	L
	Moderate
	Include

	62
	L
	L
	L
	L
	H
	L
	L
	L
	L
	Moderate
	Include

	63
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	64
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	65
	L
	L
	L
	L
	H
	L
	L
	L
	L
	Moderate
	Include

	66
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	67
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	68
	L
	H
	L
	L
	L
	L
	L
	L
	L
	Moderate
	Include

	69
	L
	L
	L
	L
	H
	L
	L
	L
	L
	Moderate
	Include

	70
	L
	H
	L
	L
	L
	L
	H
	L
	L
	High
	Include with caution

	71
	L
	H
	L
	H
	H
	L
	H
	L
	L
	High
	Include with caution

	72
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	73
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	74
	L
	H
	L
	L
	L
	L
	L
	L
	L
	Moderate
	Include

	75
	L
	H
	L
	L
	L
	L
	L
	L
	L
	Moderate
	Include

	76
	L
	H
	L
	L
	L
	L
	L
	L
	L
	Moderate
	Include

	77
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	78
	L
	L
	L
	L
	H
	L
	L
	L
	L
	Moderate
	Include

	79
	L
	L
	H
	L
	L
	L
	L
	L
	L
	Moderate
	Include

	80
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	81
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	82
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	83
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	84
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	85
	L
	H
	L
	L
	L
	L
	L
	L
	L
	Moderate
	Include

	91
	L
	L
	L
	L
	L
	N/A
	L
	L
	L
	Low
	Include

	92
	L
	L
	L
	L
	N/A
	N/A
	L
	L
	L
	Low
	Include

	93
	L
	L
	L
	L
	N/A
	N/A
	L
	L
	L
	Low
	Include

	96
	L
	L
	L
	L
	L
	L
	L
	L
	M
	Low
	Include

	99
	L
	L
	L
	L
	L
	L
	L
	L
	M
	Low
	Include

	100
	L
	L
	L
	L
	L
	L
	L
	L
	M
	Low
	Include

	102
	L
	L
	L
	L
	L
	L
	L
	L
	M
	Low
	Include

	104
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	105
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	106
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	108
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include

	109
	L
	L
	L
	L
	L
	L
	L
	L
	L
	Low
	Include









B. JBI Analytical Cross-Sectional Studies
	Ref.
	Q1
	Q2
	Q3
	Q4
	Q5
	Q6
	Q7
	Q8
	Overall risk
	Review decision

	86
	L
	L
	L
	L
	H
	H
	L
	L
	Low
	Include

	87
	L
	L
	L
	L
	H
	H
	L
	L
	Low
	Include

	88
	L
	L
	L
	L
	H
	H
	L
	L
	Low
	Include

	89
	H
	L
	L
	L
	H
	H
	M
	L
	High
	Include with caution

	94
	M
	L
	L
	L
	H
	H
	L
	L
	High
	Include with caution

	101
	L
	L
	L
	L
	N/A
	N/A
	N/A
	N/A
	High
	Include with caution

	107
	M
	N/A
	N/A
	N/A
	N/A
	N/A
	N/A
	N/A
	High
	Include with caution



C. JBI Studies Reporting Prevalence Data
	Ref.
	Q1
	Q2
	Q3
	Q4
	Q5
	Q6
	Q7
	Q8
	Q9
	Overall risk
	Review decision

	90
	M
	M
	M
	L
	L
	L
	L
	M
	N/A
	Moderate
	Include

	98
	L
	M
	M
	L
	L
	L
	L
	L
	N/A
	Moderate
	Include








D. JBI Cohort Studies
	Ref.
	Q1
	Q2
	Q3
	Q4
	Q5
	Q6
	Q7
	Q8
	Q9
	Q10
	Q11
	Overall risk
	Review decision

	110
	M
	L
	L
	M
	H
	M
	L
	L
	M
	N/A
	H
	High
	Include with caution



E. Studies for which no design-specific JBI checklist was applicable
	Ref.
	JBI appraisal
	Status

	95
	No applicable design-specific JBI checklist
	N/A

	97
	No applicable design-specific JBI checklist
	N/A

	103
	No applicable design-specific JBI checklist
	N/A
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Appendix | JBI Critical Appraisal Questions Used
A. Quasi-Experimental Studies
	Item
	JBI appraisal question

	Q1
	Is it clear in the study what is the 'cause' and what is the 'effect' (i.e. there is no confusion about which variable comes first)?

	Q2
	Were the participants included in any comparisons similar?

	Q3
	Were the participants included in any comparisons receiving similar treatment/care, other than the exposure or intervention of interest?

	Q4
	Was there a control group?

	Q5
	Were there multiple measurements of the outcome both pre and post the intervention/exposure?

	Q6
	Was follow up complete and if not, were differences between groups in terms of their follow up adequately described and analyzed?

	Q7
	Were the outcomes of participants included in any comparisons measured in the same way?

	Q8
	Were outcomes measured in a reliable way?

	Q9
	Was appropriate statistical analysis used?


B. Analytical Cross-Sectional Studies
	Item
	JBI appraisal question

	Q1
	Were the criteria for inclusion in the sample clearly defined?

	Q2
	Were the study subjects and the setting described in detail?

	Q3
	Was the exposure measured in a valid and reliable way?

	Q4
	Were objective, standard criteria used for measurement of the condition?

	Q5
	Were confounding factors identified?

	Q6
	Were strategies to deal with confounding factors stated?

	Q7
	Were the outcomes measured in a valid and reliable way?

	Q8
	Was appropriate statistical analysis used?


C. Studies Reporting Prevalence Data
	Item
	JBI appraisal question

	Q1
	Was the sample frame appropriate to address the target population?

	Q2
	Were study participants sampled in an appropriate way?

	Q3
	Was the sample size adequate?

	Q4
	Were the study subjects and the setting described in detail?

	Q5
	Was the data analysis conducted with sufficient coverage of the identified sample?

	Q6
	Were valid methods used for the identification of the condition?

	Q7
	Was the condition measured in a standard, reliable way for all participants?

	Q8
	Was there appropriate statistical analysis?

	Q9
	Was the response rate adequate, and if not, was the low response rate managed appropriately?


D. Cohort Studies
	Item
	JBI appraisal question

	Q1
	Were the two groups similar and recruited from the same population?

	Q2
	Were the exposures measured similarly to assign people to both exposed and unexposed groups?

	Q3
	Was the exposure measured in a valid and reliable way?

	Q4
	Were confounding factors identified?

	Q5
	Were strategies to deal with confounding factors stated?

	Q6
	Were the groups/participants free of the outcome at the start of the study (or at the moment of exposure)?

	Q7
	Were the outcomes measured in a valid and reliable way?

	Q8
	Was the follow up time reported and sufficient to be long enough for outcomes to occur?

	Q9
	Was follow up complete, and if not, were the reasons to loss to follow up described and explored?

	Q10
	Were strategies to address incomplete follow up utilized?

	Q11
	Was appropriate statistical analysis used?


 
