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Abstract 
Premature ejaculation (PE) is divided into acquired and lifelong subtypes, with the latter implied to be chronic. The present longitudinal study included data from untreated respondents from a population-based sample (sample 1) and a sample of patients diagnosed with lifelong PE (sample 2). About half of the respondents who at time 1 fulfilled the most important diagnostic criterion for lifelong PE (≤1 minute ejaculation latency) no longer did so at time 2. Standardized autoregressive coefficients for PE symptom measures were .58 for sample 1, .83 for sample 2 and .37 for individuals with ejaculatory latencies ≤1 minute. A subjective perception of change in ejaculatory latency was reported by 47% (n = 397) of sample 1 and 62% (n = 10) of sample 2. PE symptoms were in general unstable over time, which raises concern regarding the appropriateness of the “lifelong” diagnosis.

Patient Summary: We looked at how stable symptoms of premature ejaculation are over time. We found that PE symptom severity varies considerably, and to a lesser but still considerable degree in patients diagnosed with lifelong PE. Our results suggest that there is reason to doubt the appropriateness of the lifelong epithet.


Premature ejaculation (PE) is universally considered to present with persistent subtypes, as evident from it being divided into a lifelong and an acquired subtype 1,2. Thus, it would be expected that the expression of PE symptoms remain stable over long periods of time. Surprisingly, the stability of PE symptoms have been assessed only in the short term (up to 4 weeks) outside clinical trials, resulting in cross-time correlations ranging from .63 to .903–5, suggesting moderate to strong short-term stability. A recent longitudinal study of Swiss conscripts indicated considerable variability in level of PE symptoms over a period of 16 months6, however the PE measure was not validated and did not include important PE indicators, such as ejaculation latency time (ELT). Because PE is assumed to present in a chronic (lifelong) subtype1,2,7, we aimed to conduct the first empirical test with validated measures to investigate if and how PE symptoms vary over time in both the general population, and in a cohort of patients diagnosed with lifelong PE.
The present study included data from two longitudinal samples. Respondents were excluded if they were using SSRI medication or tramadol at any point during the study, and if they had responded to fewer than 40% of the questions (see supplemental material for a flow chart of participant inclusion). In 2006 and 2012, a population-based survey was collected from a sample of twins and their siblings, identified through the National Population Registry of Finland (sample 1, n = 843). In sample 1, 29 individuals reported ELTs ≤1 minute at either or both time points. In 2012 and 2015, we invited patients with diagnosed lifelong PE from a register of a specialist clinic in sexual medicine in Finland to complete a secure online survey (sample 2, n = 16). Sample 1 was significantly younger than sample 2 at the first data collection (M1 = 26.78, SD1 =4.5; M2 = 48.1 SD2 = 11.5; t(15.09) = 7.42, p < .001). Missing values were present only in the 2006 data collection, and were imputed using the expectation maximization procedure in SPSS 21.0, using intra-scale information from the same year. The research plan was approved by the Ethics Committees of Åbo Akademi University and the Hospital District of Southwest Finland, in accordance with the Declaration of Helsinki. All participants provided written informed consent.
In sample 1, symptoms of premature ejaculation were assessed using the validated Multiple Indicators of Premature Ejaculation (MIPE)8 inventory, which consists of seven items (range: 7-31). In sample 2, symptoms of PE were assessed using CHecklist for Early Ejaculation Symptoms (CHEES)8, which consists of five items (range: 5-25). ELT data and sum scores of both measures were calculated for the descriptive and cross-time regression analyses. All respondents completed both questionnaires in 2012, and the correlation between MIPE and CHEES was very high (r = .90, p < .001, n = 859). Additionally, in 2012 we asked a question regarding subjective change in ejaculatory rapidness before this date on a five-point scale, with the anchors a lot quicker/slower (and no change between). 
In sample 1, 16 individuals reported ELTs of ≤1 minute in 2006 (see table 1). Of these, 7 (44%) reported equally short ELTs in 2012, while an additional 13 who did not report ELTs ≤1 minute in 2006 did so in 2012. In sample 2, 8 individuals reported ELTs of ≤1 minute in 2012. Of these, 5 (63%) reported equally short ELTs in 2015, while an additional 2 who did not report ELTs ≤1 minute in 2012 did so in 2015. The autoregressive coefficient for MIPE was moderate in sample 1 (r = .58, p < .001, see table 2), and high for CHEES in sample 2 (r = .83, p < .001). In terms of subjective perception of change in ejaculatory latency over time, 47% (n = 397) of sample 1 and 63% (n = 10) of sample 2 reported that their ELTs used to be somewhat or a lot shorter or longer.
Next, we analysed data from individuals in both sample 1 (n = 29) and sample 2 (n = 10) who presented with ≤1 minute ELTs at either time point, and standardized the MIPE and CHEES scores. In this subsample, the autoregressive coefficient for standardized total scores was moderate (β = .37, p = .01, n = 39). The residual variance indicates that 86% of the variance in PE symptoms at time 2 in the group presenting with the most severe PE symptoms was explained by something else than levels of symptom at time 1. Of the subjects with ELTs of 1 minute or less at any time point, 44% (n = 17) reported a subjective change in their ELTs.
The present study implies that PE symptoms are unstable over time, demonstrated by the fact that approximately half of the participants who reported ELTs ≤ 1 minute at the first time point did not do so at the second time point. This holds true even in a group of untreated patients previously diagnosed as suffering from lifelong PE according to updated, ELT-focused diagnostic criteria. Symptoms were, however, somewhat more stable in the clinical population. A parsimonious explanation for this is that the clinical group was followed three years shorter than the non-clinical group. It is also possible that the stability of symptoms is affected by some extraneous variables that are not accounted for in the current study, for example the influence of partner-specific factors. 
A limitation of the present study is that we were not strictly able to differentiate between lifelong and acquired PE in sample 1, however, we relied on the most conservative diagnostic feature (i.e. ELT ≤ 1 minute), which is also considered one of the most important diagnostic criteria in the literature9. The response rates were also low in both arms of the study.
Our findings are indirectly supported by previous epidemiological studies showing that experiences unique to the individual (rather than genetic effects) account for the bulk of PE symptoms (~70%)10. Recent attempts to identify the exact genes that contribute to the genetic variance have not generated robust evidence in favour of any specific genetic loci (see Jannini et al.11, for review). In any case, most of the variance in PE symptoms stems from environmental sources, and these sources are largely uncharted. 
Some respondents in the current samples had stable symptoms over time, which supports the view of the problem as chronic; however, as many respondents had unstable symptoms, especially ejaculation latency times, our results indicate that it is possible that patients are overdiagnosed as lifelong sufferers of PE. In summary, the current study raises serious doubts as to whether the view of PE as a chronic condition is well-grounded.
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Table 1
Ejaculation latency time in 2012 in population-based and clinical samples (n)
	
	 
	 
	 
	 
	 

	
	Sample 1
	
	Sample 2

	 Item response
	Time 1
	Time 2
	
	Time 1
	Time 2

	1: I usually do not ejaculate
	11
	6
	
	0
	0

	2: More than 10 min.
	316
	282
	
	0
	0

	3: Between 5 and 10 min.
	330
	348
	
	1
	0

	4: Between 1 and 5 min.
	170
	187
	
	7
	9

	5: Less than 1 min
	16
	20
	
	8
	7


Note. Sample 1 = population-based, sample 2 = clinical sample of patients diagnosed with lifelong PE.


Table 2
Standardized and unstandardized descriptive statistics and measures of stability of symptoms of premature ejaculation in the entire samples and in extreme group
	
	
	
	Time 1
	
	Time 2
	
	
	
	
	
	
	
	

	Sample
	N
	
	M
	SD
	
	M
	SD
	
	ΔM
	ΔSD
	t
	pt
	β
	pβ
	se2

	
	
	
	Unstandardized scores

	Sample 1
	843
	
	14.59
	3.24
	
	13.68
	3.71
	
	-0.92
	3.21
	8.33
	<.001
	.58
	<.001
	.66

	Sample 2
	16
	
	18.50
	3.14
	
	18.25
	4.09
	
	-0.25
	2.29
	0.44
	.669
	.83
	<.001
	.31

	
	
	
	Standardized scores (scores 0-100)

	Sample 1
	843
	
	31.16
	18.00
	24.67
	16.15
	-6.48
	15.68
	12.00
	<.001
	.58
	<.001
	.66

	Sample 2
	16
	
	55.00
	31.41
	55.77
	31.47
	0.77
	18.32
	0.17
	.869
	.83
	<.001
	.31

	ELT ≤ 1 min
	39
	
	65.96
	22.69
	62.23
	22.17
	-3.72
	25.26
	0.92
	.363
	.37
	.008
	.86


Note. Sample 1 = population-based sample with possible max score 31, sample 2 = clinical sample with possible max score 25, ELT ≤ 1 min = subsample of respondents with ejaculation latency times of one minute or less at either or both time points, M = mean, SD = standard deviation, ΔM = change variable (Time 2 – Time 1), ΔSD = standard deviation of change variable, t = paired samples t-test, pt = p-value of t-test, β = standardized regression coefficient where Time 2 is regressed on Time 1, pβ = p-value of standardized regression coefficient, se2= residual variance.


