
February 17, 2017 

 

Dr. Daoxin Yin 

Editorial Office, BMJ 

RE: Manuscript ID BMJ.2016.036557 

 

Dear Dr. Yin: 

 

Thank you for your interest in our manuscript “The Dietary Approaches to Stop Hypertension Diet, 

Western Diet, and the Risk of Gout in Men: A Prospective Cohort Study” for publication in the BMJ. We 

appreciate the thoughtful comments from the editorial committee and reviewers and have made revisions 

accordingly. 

 

We outline in the following text a detailed point-by-point response to the comments and corresponding 

manuscript revisions. 

 

Comments from BMJ Manuscript Committee Meeting 

 

The editors were impressed by the large sample size of this study, and the topic is timely and interesting. 

They also made the following comments: 

 

1. Please clarify the definition of “western diet.” 

 

Reply) The Western dietary pattern is characterized by higher intakes of red and processed meats, 

sugar-sweetened beverages, sweets, desserts, French fries, and refined grains, reflecting the eating 

pattern of many modern Western countries, particularly with regard to the prevalent consumption of 

fast foods.  As we have further clarified in the Methods (see below as well as our reply to comment 

#2), this prominent dietary pattern was identified by factor analysis for the clustering of food items 

consumed by our cohort participants and was first found to be associated with colon cancer (Slattery 

et al, Am J Epidemiol 1998;148:4–16) and later with type 2 diabetes and coronary artery disease, all 

representing prevalent conditions of many Western countries.  As such, the Western dietary pattern 

designation has been adopted in previous studies in our cohorts (as cited in the text) as well as in our 

current manuscript.  

 

We have further clarified this by revising the following lines in the text as below: 

 

“In contrast, a Western dietary pattern (characterized by higher intakes of red and processed meats, 

sugar-sweetened beverages, sweets, desserts, French fries, and refined grains) may increase the risk of 

gout.” (Page 2, Abstract: Objectives) 

 

“Conversely, the Western dietary pattern (reflecting higher intakes of red and processed meats, sugar-

sweetened beverages, sweets, desserts, French fries, and refined grains) contains many food items that 

have previously been established to increase SUA and the risk of gout, which may explain the rising 

disease prevalence in Western countries.
2 11 12

” (Page 5, bottom of 2
nd

 paragraph) 

 

“To represent the eating patterns of many modern Western countries, we used a Western dietary 

pattern previously identified in this cohort, which was characterized by higher intakes of red and 

processed meats, sugar-sweetened beverages, sweets, desserts, French fries, and refined grains.  This 

Western dietary pattern score has previously been shown to be associated with an increased risk for 

type 2 diabetes, coronary heart disease, and colon cancer in our cohorts.
26 40-43

 As previously detailed, 



the Western dietary pattern score was previously derived in this cohort by applying the principal 

components program for factor analysis which aggregates correlated food items to exposure data 

obtained using the FFQ.
26 44

 Each participant was assigned a Western pattern score by summing the 

standardized intake of each food group, weighted by the factor loadings of the foods.
45

 ” (Page 8, 2
nd

 

paragraph) 

 

2. According to the paper, DASH and Western scores were calculated for all individuals. Presumably, 

those with a high Western score would have a lower DASH score, and vice versa. However, there 

does not seem to be a large difference regarding servings/day of different food components in each 

group except the last three (sodium, sweetened beverages, and red and processed meats). Please 

explain. 

 

Reply) As we described in the manuscript as well as in our replies to comments #1 above and #3 

below, the DASH and Western pattern scores were calculated using different methods.  The former 

used an a priori algorithm to reflect the DASH dietary pattern in a single numerical score, whereas 

the latter was derived empirically by applying statistical techniques (i.e., factor analysis) a posteriori 

to our cohort data to elucidate distinct patterns as they exist within our cohort.  In other words, the 

first was calculated by adding quintiles of the consumption levels of eight specific previously known 

food groups (i.e., high intake of fruits, vegetables, nuts and legumes, low-fat dairy products, and 

whole grains, and low intake of sodium, sweetened beverages, and red and processed meat), whereas 

the second was identified by a computer-driven factor analysis which aggregated correlated food 

items based on all items in the FFQ from our cohort.  As such, these diets are not expected to show 

exactly inverse trends in their food composition, although a number of key items related to gout risk 

do appear to have opposite trends (e.g., sweetened beverages, red and processed meats), which would 

drive the risk of gout in the opposing direction.  Although derived in a distinctively different manner, 

both dietary patterns had an a priori notion that led us to hypothesize the opposing trends with regard 

to gout risk and also served successfully as mutual controls for each diet, adding to the robustness of 

our findings.  As mentioned above and in the manuscript text, the DASH dietary pattern has been 

associated with a lower risk of hypertension, coronary artery disease, type 2 diabetes, and now gout, 

whereas the Western dietary patterns showed the opposite risk trends for most of these outcomes. 

 

The magnitude of difference regarding the different food components in each exposure group may be 

less impressive than those observed in the analyses for each individual food item, but it is important 

to note that our findings reflect multiple beneficial food items consumed in combination (i.e., 

reflecting the ways foods are consumed in reality), and thus their joint effects for the risk of gout 

(e.g., the benefit of less red meat, less sweetened beverages, and more low-fat dairy, which all have 

been previously found to decrease the risk of gout independently in this cohort).  This less extreme 

range of individual food items within in each dietary pattern is expected to make the adoption of the 

pattern approach less onerous and easier to implement and sustain.  

 

3. Please improve the explanation of how DASH and Western score were calculated. A figure might be 

helpful for presenting this information 

 

Reply) Per the editorial committee’s request, we have revised the following lines in the Methods 

section of our manuscript, as below.  Please also see our replies to comments #1 and #2 above. 

 

“To represent the DASH dietary pattern for all participants, we used a previously derived DASH 

dietary score based on individual dietary components from the FFQ that are emphasized or minimized 

in the DASH diet,
37 38

 focusing a priori on its eight key food or nutrient group components: high 

intake of fruits, vegetables, nuts and legumes, low-fat dairy products, and whole grains, and low 

intake of sodium, sweetened beverages, and red and processed meats.
39

 The original DASH diet also 



limits saturated fat intake, which is reflected in part by a de-emphasis on red and processed meats in 

this DASH score.
37

 For each of the components, all participants were classified into quintiles 

according to their intake ranking. The quintile rankings were assigned as the component score for 

each of the five healthy food group items (i.e., fruits, vegetables, nuts and legumes, low-fat dairy 

products, and whole grains). For example, quintile 1 is assigned 1 point and quintile 5, 5 points. In 

contrast, low intake is desired for sodium, red and processed meats, and sweetened beverages. 

Therefore, the lowest quintile for each of these three items was given a score of 5 points and the 

highest quintile, 1 point. We then summed the component scores to obtain an overall DASH score for 

each participant ranging from 8 to 40. This DASH score has been successfully used in our prior 

cohort studies for the risk of CVD
37

 and kidney stones.
38 

 

 

To represent the eating patterns of many modern Western countries, we used a Western dietary 

pattern previously identified in this cohort, which was characterized by higher intakes of red and 

processed meats, sugar-sweetened beverages, sweets, desserts, French fries, and refined grains.  This 

Western dietary pattern score has previously been shown to be associated with an increased risk for 

type 2 diabetes, coronary heart disease, and colon cancer in our cohorts.
26 40-43

 As previously detailed, 

the Western dietary pattern score was previously derived in this cohort by applying the principal 

components program for factor analysis which aggregates correlated food items to exposure data 

obtained using the FFQ.
26 44

 Each participant was assigned a Western pattern score by summing the 

standardized intake of each food group, weighted by the factor loadings of the foods.
45

” (Page 7, 3
rd

 

paragraph) 

 

4. Please clarify whether all of the participants were scored for Western and DASH diet. 

 

Reply) Yes, each participant was assigned a score for both the Western and DASH diets. We have 

additionally clarified this, as below. 

 

“We then summed the component scores to obtain an overall DASH score for each participant 

ranging from 8 to 40.” (Page 8, 1
st
 paragraph)  

 

“Each participant was assigned a Western pattern score by summing the standardized intake of each 

food group, weighted by the factor loadings of the foods.
45

” (Page 8, 2nd paragraph) 

 

5. The patient involvement portion of your research might be improved with a dissemination plan that 

includes patient volunteers and plans to disseminate results to advocacy, patient arthritis groups, and 

the community. You might consider doing that, although it is not necessary to amend your paper in 

any way if you do not decide to do this. 

 

Reply) We agree and want to point out that patient input was sought in the development of the 

research question of this report, although it was not described in our original submission. 

Furthermore, in collaboration with an established arthritis research patient group, we have developed 

a dissemination plan that includes a presentation of our findings at an annual public forum for patients 

as well as the production of a short educational video that includes the contents of the current report 

in addition to other key gout care facts.  We have now added this information to the Methods as 

below.  We have additionally cited a recent survey conducted by the Gout and Uric Acid Education 

Society, which found a preference for non-pharmacological options among many gout patients (Singh 

et al, BMC Complement and Altern Med 2016;16:90).  

 

“Patient input (from an established arthritis research patient group) was sought in the development of 

the research question investigated in this report, and a recent survey conducted by the Gout and Uric 

Acid Education Society
49

 additionally found a preference for non-pharmacological options among 



many gout patients. Moreover, in collaboration with the same patient group, we have developed a 

dissemination plan that includes a presentation of our findings at an annual public forum as well as 

the production of a short educational video, both of which include the contents of this report.” (Page 

11, 2
nd

 paragraph)  

 

“Given many gout patients’ preference for non-pharmacological options (according to a recent survey 

by the Gout and Uric Acid Education Society
49

) as well as some skepticisms about a strict treat-to-

target urate-lowering drug approach raised by the recent American College of Physicians gout 

guidelines for general physicians, our results and further evidence about the efficacy of non-

pharmacologic options have become even more relevant to gout care.
54

” (Page 18, bottom of 2
nd

 

paragraph)  

 

6. We did not find data in the paper about serum uric acid, joint fluid test or x-ray. Please clarify if 

these tests were used to diagnose gout patients. 

 

Reply) As noted in the Methods section, we ascertained incident cases of gout using the preliminary 

ACR criteria for gout, as previously described in our gout studies from this cohort (reference #’s 13, 

16, 35, and 46 our manuscript). The diagnostic criteria include the following 11 items: 1) more than 

one attack of acute arthritis; 2) maximum inflammation developed within one day; 3) oligoarthritis 

attack; 4) redness observed over the joints; 5) painful or swollen first metatarsophalangeal joint; 6) 

unilateral first metatarsophalangeal joint attack; 7) unilateral tarsal joint attack; 8) tophus; 9) 

hyperuricemia; 10) asymmetric swelling within a joint (or on x-ray); and 11) complete termination of 

an attack.  As such, reported data on hyperuricemia and x-ray have been used to ascertain the 

preliminary ACR criteria for gout.  We have revised the corresponding section to clarify this question. 

 

“We mailed a supplementary questionnaire to those participants with self-reported incident gout 

diagnosed from 1986 onwards to confirm the report and to ascertain the preliminary ACR criteria for 

gout.
13 16 35 46

  The primary end point in this study was incident gout that met six or more of the 11 

criteria for gout (i.e., more than one attack of acute arthritis, maximum inflammation developed 

within one day, oligoarthritis attack, redness observed over the joints, painful or swollen first 

metatarsophalangeal joint, unilateral first metatarsophalangeal joint attack, unilateral tarsal joint 

attack, tophus, hyperuricemia, asymmetric swelling within a joint [or on x-ray], and complete 

termination of an attack).
13 16 35 46

  The overall response rate for the supplementary gout questionnaire 

was 80%.
13

  To confirm the validity of the gout criteria in our cohort, two board-certified 

rheumatologists reviewed the medical records from a sample of 50 of the men who had reported 

having gout. The concordance rate between the criteria and the medical record review was 94%.” 

(Page 9, 2
nd

 paragraph) 

 

7. A number of editors were uncertain about the clinical relevance of these findings and whether they 

added enough. We noted separately from this paper that there seems to be quite a bit of controversy 

about drug treatment of gout, revision of guidelines, etc. https://www.statnews.com/2017/01/25/gout-

treatment-doctors-battle/ Perhaps that means there will be interest in the possible effects of diet on 

risk, and perhaps your paper stands as indirect evidence that lower serum uric acid levels are 

beneficial. You might want to mention these things in the discussion section of the paper 

 

Reply) We appreciate the opportunity to clarify this point.  

 

Regarding the clinical relevance of our findings, we would like to note that the suggested anti-gout 

effect of the DASH diet from this paper, together with the recently shown urate-lowering effect of the 

DASH diet (Juraschek et al, Arthritis Rheumatol 2016;68:3002-3009) has high clinical relevance, as 

approximately 74% of gout patients have concurrent hypertension. Put another way, nearly 3/4 of 



gout patients (i.e., those with hypertension) would already be clinically indicated for the DASH diet 

to treat their hypertension, and would likely not have to additionally struggle with making proper 

dietary choices for their gout.  In contrast, as discussed in the text, following the traditional low-

purine diet would provide an incomplete dietary recommendation without considering proper 

replacement with healthy calorie sources, which in turn could actually worsen the frequently 

concurrent metabolic syndrome and cardiovascular consequences in gout  (Dessein et al, Ann Rheum 

Dis 2000;59(7):539-43; Fam AG. J. Rheumatol. 2002;29(7):1350-5).   

 

Our findings also carry public health implications—namely halting or reducing the remarkable 

and rising disease burden of gout. Simultaneously reducing the major CV-metabolic 

comorbidities and sequelae associated with 

hyperuricemia and gout is even more critical, as this 

would lead to improved survival. To that end, the 

DASH diet approach would be useful not only in the 

prevention of gout and its comorbidities in high-risk 

hyperuricemic patients, but also when urate-

lowering drugs (ULDs) are not yet indicated in 

gout patients (a more frequently encountered 

scenario in primary care) (see the Figure, right). 

Moreover, even when a ULD is indicated, such a 

dietary strategy would serve as a useful adjunct 

therapy mainly to improve gout’s CV comorbidity 

profile. 

 

We have added the following lines regarding the clinical relevance of our findings to our discussion 

as below. 

 

“As hypertension is present in 74% of gout patients (and in 50% of hyperuricemic individuals),
3
 

nearly 3/4 of gout patients would already be indicated for the DASH diet to treat their hypertension, 

and now our findings together with the recently shown urate-lowering effect of the DASH diet
10

 

suggest the diet could also help their gout. To that end, the American Heart Association guidelines for 

CV health and the dietary management of hypertension guidelines both endorse foods and dietary 

approaches that are similar to those included in the DASH diet.
9
  Furthermore, the DASH dietary 

pattern has been shown to be associated with a lower risk of coronary heart disease, stroke, and 

kidney stones,
9 37 38

 all of which are correlates of gout and hyperuricemia.
3
  As such, the DASH diet 

could be useful not only in the prevention of gout and its comorbidities in high-risk hyperuricemic 

patients, but also when urate-lowering drugs are not yet indicated in gout patients (a more frequently 

encountered scenario in primary care). Moreover, even when a urate-lowering drug is indicated, such 

a dietary strategy would serve as a useful adjunct therapy mainly to help improve gout’s CV 

comorbidity profile.” (Page 18, middle of 2
nd

 paragraph) 

 

We have also incorporated the suggested discussion about the controversy surrounding drug treatment 

of gout raised by the recent gout guidelines for general physicians and the potentially timely 

relevance of our findings, as below.  

 

“Given many gout patients’ preference for non-pharmacological options (according to a recent survey 

by the Gout and Uric Acid Education Society
49

) as well as some skepticisms about a strict treat-to-

target urate-lowering drug approach raised by the recent American College of Physicians gout 

guidelines for general physicians, our results and further evidence about the efficacy of non-

pharmacologic options have become even more relevant to gout care.
54

” (Page 18, bottom of 2
nd

 

paragraph)  



 

 

Reviewer 1 (Dr. Peter Simkin) 

 

1. Hi Hyon, BMJ sent me your paper, but I’ve had a hard time getting through their system so I thought 

I would send my concerns directly.  I have to admit that on first reading it seemed to be definitive, but 

on a trivial point: dietary restriction of purine and sugar leads to modest reduction of urate levels. 

You mention that the potential value of such restriction is greatest in hyperuricemic people without 

gout, but your study includes unstated numbers of normouricemic individuals.  I thought it would 

pack more punch if it focused more on the idea that DASH diet prevents (or delays) gout in 

asymptomatic hyperuricemic patients.  That implies homing in on a subset from the massive study, 

but I’ll bet you’ve already done it. 

 

Reply) Many thanks for your comments.  As noted, the cited recent ancillary analysis of a DASH diet 

trial found that the DASH diet lowers serum uric acid levels, particularly among those with 

hyperuricemia (i.e., by 1.0 mg/dL in those with a baseline SUA level ≥6 mg/dL and by 1.3 mg/dL in 

those with a baseline SUA ≥7 mg/dL) (Juraschek et al, Arthritis Rheumatol 2016;68:3002-3009).  A 

main difference between this recent trial analysis and our current cohort study is their end-points (i.e., 

serum uric acid level in the trial vs. incident gout in the current study). As such, they are not the same, 

yet they are complementary with causally-related endpoints.  In our study, we do not have serum uric 

acid levels available for the vast majority of cohort participants (as the follow-up is done primarily 

through validated survey questionnaires [please see the description in the methods]), although our 

endpoint of gout has been validated as described in the paper (see our reply to the editorial 

committee’s comment #6 above).  To that end, as stated in our paper, these findings collectively 

suggest that the DASH diet’s uric acid-lowering effect (based on the recent analysis cited above) can 

be translated into a lower risk of developing gout (as shown in our cohort study). 

 

2. I also thought that the Table 2 data would be more convincing in a figure.  My bias is to think that 

one good figure is worth ~4 tables and it’s a bit dry without one. 

 

Reply) We agree and have included two figures (Figures 1 and 2) depicting these data in our revised 

submission.  

 

3. On a lesser point, I was a bit troubled by the idea that a Western diet “increases” the risk of gout.  It 

seems more to me that that diet is already a significant part of the risk of gout and the DASH diet can 

lower it. 

 

Reply)  We agree that the DASH diet’s role in gout risk, which is the primary focus of our study, is 

novel, as the role of the Western diet appears to be largely accepted.  Nevertheless, please note that 

our findings provide the first prospective evidence that the Western dietary pattern, reflecting fast 

foods abundantly available in modern Western countries, is independently associated with an 

increased risk of gout.  Also note that this Western dietary pattern was used as a control dietary 

exposure to add to the robustness of our analysis, as we described in our reply to comment #2 of the 

editorial committee above.  

 

4. Those were my main concerns. You certainly have an amazing data base, and in terms of that base I 

had an unrelated though.  You must have a substantial number of men with significant levels, say 7.5 

or 8.0, who never developed gout despite presumed supersaturation for 26 years.  As such people are 

followed, does the % experiencing gout go down?  The point, then, is to see if there is a “tolerant” 

subset who have some unidentified protection against urate crystallization? It’s just a thought. 



 

Reply) Many thanks again and we agree that this would be a very interesting question to address.  

However, as mentioned in our reply to your comment #1 above, we do not have serum uric acid 

levels available for the vast majority of cohort participants, thereby precluding the identification of 

potential previously unidentified protective factors against urate crystallization and the development 

of gout exclusively among hyperuricemic patients.  

 

Reviewer 2 (Dr. Jian Liu) 

 

Using the data from a large cohort study, the authors examined the impact of both DASH and western 

diets on the risk of gout and found that DASH dietary pattern is associated with a lower risk of gout. This 

seems to be the first prospective cohort study that addresses such an issue. Overall, it makes sense for the 

study design, data analysis, and conclusion presented in this paper, which is also well written. The 

information generated from this study is useful to readers on “you are what you eat” and encourage them 

to pay more attention to the relationship between dietary pattern and the risk of diseases. From public 

health point view, the results of this study are important; DASH diet can be another potential approach 

for physicians to offer to their patients; since it has been already recommended to patients with high risk 

for CVD and further address this to patients with high risk of gout, it will be indeed effective to kill more 

than one “bird” with a stone the same time. Here are some comments from the reviewer for the authors’ 

consideration: 

 

Reply) We thank the reviewer for this thoughtful summary of our manuscript.  

 

1. Study population in methods: excluding individuals with gout history before 1986 (baseline) makes 

perfect sense, but since the questionnaire was surveyed biennially, it is possible to have some gout 

patients being included at the baseline. I would suggest to have an analysis with further excluding 

those patients at the baseline to strength the argument. 

 

Reply) We excluded individuals who reported a history of gout on the baseline questionnaire.  

Furthermore, as we described in the text, for new reports of gout after baseline, we sent the 

participants a supplementary questionnaire that included a question about the date of onset of the first 

diagnosis of gout. If the date of diagnosis was before baseline, we also excluded that participant. 

Thus, our analyses excluded all preexisting prevalent cases of gout at baseline (i.e., 1986). 

 

2. In its abstract, it says that 1731 gout patients were documented during 26-yr follow-up, but no 

mention in methods.  Can this be specified in the methods with information of starting and ending yr 

for this analysis? 

 

Reply) We apologize for this omission and have added this information to the Methods, as below. 

 

“We computed person-time of follow-up for each participant from the return date of the 1986 

questionnaire to the date of gout diagnosis, death, or the end of the study period (2012), whichever 

came first.” (Page 9, third paragraph) 

 

3. Indeed the stratified analyses by the known risk factors, ie, BMI, alcohol use, and hypertension, for 

gout strength the study. There is a debate on the risk association between cigarette smoking and 

development of gout, but I wonder whether the authors can also explore this with this unique cohort 

study.  

 

Reply) We agree that this is a controversial topic in the literature.  Our cohort analyses indicate that 

the inverse association of smoking with the risk of gout is confounded by coffee drinking.  As 



smokers consume more coffee, adjusting for coffee consumption in our cohorts makes the inverse 

association with smoking disappear completely.  As this is not the focus of our paper, we have opted 

not to include this in our analysis.  

 

Reviewer 3 (Dr. George Nuki) 

 

Using data from the same large Health Professionals Follow up Study (HPFS) in which they had 

previously shown that certain individual dietary constituents were associated with increased or decreased 

risk of developing gout, the authors have undertaken a careful Prospective Cohort Study to show that 

consumption of the Dietary Approaches to Stop Hypertension (DASH) diet, which has previously been 

shown to be effective in reducing blood pressure and serum urate, is associated with a lower risk of gout 

in men than in those consuming a more typical Western diet. The manuscript is well written and the 

introduction, methods, results, discussion and conclusions are all clear and appropriate. Nevertheless, 

the authors should be asked to consider the following before the paper is accepted for publication. 

 

Reply) We thank the reviewer for this thoughtful summary of our manuscript. 

 

1. Although adjustments were made for some variables such as age, energy intake, alcohol and caffeine 

consumption, the use of diuretics, BMI and a history of previous hypertension or renal insufficiency, 

there is data that shows that low salt intake is associated with increased levels of serum urate. The 

salt content of the DASH diet is low when compared with standard Western diets and while this is 

likely to be important in the reduction of hypertension it may not be optimal for reducing serum urate 

and the risk of developing gout. 

 

Reply) We agree that the low sodium diet would not be optimal for reducing serum urate and the risk 

of developing gout.  Regardless, the overall beneficial anti-gout components of the DASH diet seem 

to outweigh its lower sodium content, whereas the overall hazardous pro-gout effect of the Western 

diet appears to overwhelm its high sodium effect. In the end, we feel that it would seem difficult to 

advocate for gout patients to increase their sodium intake for the purpose of lowering their serum uric 

acid level, as this would contribute to raising their blood pressure, which would in turn add to the CV 

comorbidity burden of gout patients.   

 

2. When considering the physiological basis for the effect of the DASH diet on the serum urate and the 

risk of developing gout it would be of interest to know whether subjects whose hypertension was not 

controlled by the DASH diet still had the same reduction in serum urate levels and incident gout as in 

those whose blood pressure was controlled. 

 

Reply) We agree that this is of interest with regard to a pathophysiologic basis.  Unfortunately, we do 

not have ongoing repeated blood pressure measured during our cohort follow-up to allow us to define 

uncontrolled hypertension. However, our subgroup analysis according to hypertension status (Table 3 

of the manuscript) suggested no significant subgroup effect for the risk of gout according to the 

presence of hypertension.  This suggests that the DASH diet’s effect on the risk of gout may be 

independent of its anti-hypertension physiology.      

 

3. Adherence to therapy is a significant problem in patients with gout. Recent work (Park et al, Clin 

Nutr. 2016 Sep 8. pii: S0261-5614(16)30217-5. doi: 10.1016/j.clnu.2016.08.018) has suggested that 

adherence to DASH or Mediterranean style diets is poor in older men and post menopausal women. 

As these are the people most at risk of developing gout it might be reasonable to consider some 

possible caveats to the conclusion that 'the DASH diet may provide an attractive preventive dietary 

approach for the risk of gout.'  

 



Reply) Please note that the NHANES study by Park et al. was a cross-sectional, observational study 

to examine the potential effects of the DASH or Mediterranean style diets on metabolic-obesity 

profiles, not a randomized trial to investigate such effects.  This relatively small-scale observational 

study (N=2767) found that the DASH or Mediterranean style diets were favorably associated with 

metabolic-obesity profiles only in the younger age group and concluded that the effects of these diets 

may vary by age group. As such, this observational study examined the potential effects of these diets 

among those not encouraged or purposefully exposed to these diets, as opposed to the likelihood of 

adherence to these diets among exposed individuals (e.g., not the liking and willingness to continue 

the DASH diet).  Furthermore, the cross-sectional nature of the observational study inherently limits 

temporal and causal inferences compared to more rigorous study designs (cohort or trial designs).  In 

contrast, as discussed in the text, a post-hoc survey of a DASH trial found participants’ liking and 

willingness to continue the DASH diet to be greater than that of the control diet.  We have slightly 

revised our corresponding text as below.  

 

“In contrast, a healthful complete dietary pattern approach such as the DASH diet reflects the way 

foods are consumed in reality and can facilitate the dissemination and adoption (by providing 

comprehensive diet instructions and ongoing support) in both public health and clinical practice.  

Moreover, unlike the conventional low-purine approach, another important advantage of the DASH 

diet is its palatability,
55

  which is important for sustainability.
7 8

  For example, a post-hoc survey of a 

DASH trial found participants’ liking and willingness to continue the DASH diet to be greater than 

that of the control diet.
55

” (Page 19 at the bottom of the 2
nd

 paragraph) 

 

We hope that the replies above fully address the editorial committee and reviewers’ comments. If you 

have any further questions or suggestions, please do not hesitate to contact us. We look forward to your 

reply.  

 

Sincerely, 

 

Hyon K. Choi, MD, DrPH 

Professor of Medicine, Harvard Medical School 

Director, Gout and Crystal Arthropathy Center 

Director, Clinical Epidemiology and Health Outcomes 

Division of Rheumatology, Allergy, and Immunology 

Department of Medicine, Massachusetts General Hospital 

55 Fruit Street, Bulfinch 165, Boston, MA 02114 

Tel: 617-726-5650 Fax: 617-726-2872 

E-mail: hchoi@partners.org 

 

 


