
 

 

 

 
 

WhyDoPhysiciansDiagnoseGoutinYoungAdultswithPerfectKidney Function? 
 
 
 

Abstract 
 

The study aimed to illustratethat detection of high levels of serum uric acid in young adults with perfect kidney 
function should not be considered as the final diagnosis of hyperuricemic pre-gouty illness. 

 
Gout is a very old disease which exists for thousands of years with joint swelling, pain or tenderness. 

Hyperuricema has long been established as the major etiologic factor in gout. Gout has recently become the most 
common presentation of arthritis in developed countries. Hyperuricemia increases the risk of gout and is also a risk 
factor of cardiovascular diseases. Hyperuricemia could contribute to diabetes, hypertension and arteriosclerosis due 
to endothelial dysfunction triggered by vascular wall tissue inflammation because of urate crystals deposition. These 
reasons are sufficient to render physicians anxious in immediate assessment and treatment of elevated serum uric 
acid levels. On the contrary, patients hesitate to accept the decision of their pre-gouty illness due to elevation of 
serum urate particularly if they are young and having perfect renal function. 

 
H. pylori could migrate or get forced to migrate to the colon leading to colonic re-absorptive error with excess 

accumulation of fluids and salts in the body; uric acid could be among these reabsorbed elements giving a picture of 
elevated serum uric acid level that would have no relation to age of the individual or the integrity of his renalfunction. 
Furthermore, gout has been recently considered as one of the auto-inflammatory diseases, hencecytokines are the 
most common mediators of inflammation; therefore, the role played by the increased mucosal production of 
inflammatory mediators (cytokines) induced by H. pylori is supposed to contribute in the pathogenesis 
ofgout.Inthissituation,hyperuricemiaisnotexpectedtobeadequatelyorsuccessfullyimprovedbytraditionalurate lowering 
measures regardless of the age of patient or the state of his kidney function. 

 
Thirty-three patients aged between 31-40 years, having normal kidney function and frank history of H. pylori 

dyspepsia were included in the study due to newly discovered elevated levels of serum uric acid regardless of their 
body built or any associated chronic illness. 

 
Existence of colonic H.pylori strains was proved by H.pylori fecal antigen test. All patients underwent colon clear 

employing the potent natural senna purge once and colon care was maintained by vinegar-mixed food therapy for 
one week. 

 
Serum uric acid levels dropped to normal within 3 days after colon clear in 30 patients while the remaining 3 

patients showed the same drop at end of the first week of natural therapy. 
 

Conclusion. Detection of high levels of uric acid in young adults should not be considered as a final diagnosis of 
pre-gouty illness unless kidney function is assessed, and association of H. pylori is excluded by specific tests. 
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Introduction 

Gout is a very old disease which exists for thousands of years with 
jointswelling,painortenderness;thefirstdescriptionofsymptomsof 
goutwasfoundintheEgyptianmedicalpapyridatingto3000yearsBC [1]. 
Hyperuricema has long been established as the major etiologic 
factoringout[2].Gouthasrecentlybecomethemostcommon 

presentationofarthritisindevelopedcountries;however,studies indicate 
that treatment of gout is still unsatisfactory [3]. 

Asmuchashyperuricemiaincreasestheriskofgout,itisalsoarisk factor 
of cardiovascular diseases.The relationship between hyperuricemia 
and cardiovascular disease risk has been also clearly 
emphasizedinliterature;elevatedserumuricacidwasfoundstrongly 
associated with obesity and hyperlipidemia in both men and women. 
Recentfindings indicate that attention towards cardiovascular 
complicationsshouldbepaidamonghyperuricemicpatientstothe 
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extentthatloweringthelevelofserumuricacidmightprovideanovel 
target for cardiovascular protection [4,5]. 

In addition to the inflammatory state triggered by urate crystal 
deposition in the joints, hyperuricemia constitutes additional 
pathophysiologic sequences due to tissue inflammation mainly in the 
vascularwallleadingtoendothelialdysfunctioncontributinginturnin 
thepathogenesisofdiabetes,hypertension,arteriosclerosisandchronic 
heart failure [2]. Manyreasons made physicians anxious to rush in the 
immediate assessment and treatment of gout once elevated levels of 
uric acid were detected. 

On the contrary, patients try to hesitate accepting that they are 
becomingcandidatesofgoutyillnessparticularlyiftheyareyoungand 
their renal function is normal. Severe joint pain combined with no 
obvioussignsofphysicaltraumaorinjurycausedconfusiontopatients 
whotrytointerprettheirsymptoms.Self-diagnosisorself-medication, 
financial and work pressure constitute the main reasons for delayed 
consultationorreluctancetoseekmedicalattention.Delayeddiagnosisand
consultation were due to misdiagnosis as per confusion towards 
attacks in joints other than the first metatarso-phalangeal joint. 
Resistance to the diagnosis was related to the response of 
thepatient’s 
beliefaboutthecausesofgoutandthecharacteristicsofindividualslikely 
to be affected [6]. 

Although gout is potentially curable with long-term urate lowering 
therapy; confusion about the details of urate measurement has 
contributed to suboptimal care of patients [7]. As cytokines are the 
most important soluble mediators of inflammation; new discoveries 
have considered gout as an auto-inflammatory disease and included a 
role of inflammatory cytokines in the pathogenesis of gout allowing 
further understanding and enabling the use of new therapies for the 
disease that could reduce patient’s resistance to existing procedures 
[3,8-10]. 

The association of Helicobacter pylori with disease spread during 
late decades through immune, inflammatory, toxic or different 
unknown reasons has been sufficiently reported in literature [11]. 

 
Aim 

Demonstration that detection of high levels of serum uric acid in 
young adults should not be considered final diagnosis of 
hyperuricemia pre-gouty illness so long kidney function is normal. 

 
DesignandSettings 

Prospective study done in Balghsoon Clinics in Jeddah, SaudiArabia 
between May 2011 and October 2013. 

 
PatientsandMethods 

Thirty-three patients aged between 31-40 years, having normal 
kidneyfunctionandfrankhistoryofH.pyloridyspepsiawereincluded 
inthestudyduetonewlydiscoveredelevatedlevelsofserumuricacid 
regardless of their body built or any associated chronic illness. 

5patientswereoverweight,3patientswereobesebutnoneofthem 
werehavinganyotherillnessthanhyperuricemiawhiletheremaining 
patientswereaveragebuilt.Amongthosepatientswithaveragebuilt,5 
patients were diabetic, 7 patients were hypertensive and all of them 
were inadequately controlled on oral anti-diabetic and anti- 
hypertensivemedications.Serumuricacidlevelrangedbetween 

6.5-7.3mg/dlwhileexistenceofcolonicH.pyloristrainswasprovedby 
sensitive specific tests (H. pylori fecal antigen test) [11]. 

All patients underwent colon clear employing the potent natural 
senna purge once and colon care was maintained by vinegar-mixed 
food therapy for one week [12]. 

Patientswerefreetoleadtheirregularlifestyleexceptrestrictionof out-
side home meals in order to avoid recurrence of abnormal- 
behaviorH.pyloristrains.EradicationofH.pylorifromthecolonwas 
confirmed by the same specific test. 

 
Results 

All patients were found positive for existence of colonic H. pylori 
strainsanditseradicationfromthecolonafterthenaturaltherapywas 
confirmed by using H. pylori fecal antigen test. 

Theserum uric acid levels dropped below 4 mg/dl within 3 
daysafter the colon clearing in 30 patients while the remaining 3 
patients showed thesamedropatendofthefirstweekofnaturaltherapy. 

Interestingly, all diabetic and hypertensive patients became 
adequately controlled on their own medications while 6 hypertensive 
patients were able to quit their medications and maintain normal 
blood pressure values although they were inadequately controlled in 
spite of regular follow up of medications and carefulness about their 
style of life. 

Patients were followed up for 12 months and they maintained 
normal uric acid levels as long as they maintained carefulness about 
their colonic condition. 

 
EthicalConsiderations 

Aninformedsignedconsentwastakenfromallpatients;theywere 
madeawareof the safetyofthenaturalremediesgiven. They were free 
to quit the study whenever they like. 

 
Discussion 

Traditional risk factors do not appear fully sufficient to explain the 
risingfiguresofchronicdiseasespreadallovertheworld;inawaythat 
further indicates that traditional measures employed to control disease 
spread can never be adequate or decisive. The latest decades 
demonstrated a flare up of a lot of medical challenges associated or 
directly related to H. pylori existence [11,12]. Different reports in 
literaturehaveconfirmedtheassociationofcytotoxin-associatedgene A 
(cagA) positive H. pylori strains, and emphasized that cagA of H. 
pylori encodes a highly immunogenic and virulence-associated 
protein;thepresenceofthisvirulentgeneinthebodycouldaffectthe 
clinical outcome in many patients [13]. In addition, gout has been 
recently considered as one of the auto-inflammatory diseases; and 
hence cytokines are the most common mediators of inflammation, 
[3,8] therefore; the increased mucosal production of inflammatory 
cytokinesofH.pyloricouldplayanintegralroleinthepathogenesisof 
goutregardlessoftheageofpatientorthestateofhiskidneyfunction 
[9,10]. 

H.pyloricould migrate and get forced to migrate to the colon under 
theinfluenceofantibioticviolenceleadingtoaccumulationofprofuse 
toxic amounts of ammonia unopposed or buffered by any acidity. 
Ammonia is smooth muscle tonic and in profuse amounts can cause 
multiplecolonicspasmsleadingtocolonicre-absorptiveerrorwith 



 

 

excess accumulation of fluids and salts in the body [11,12].Uricacid 
couldbeamongthesereabsorbedelementsgivingapictureofelevated 
serum uric acid level that would have no relation to age of the 
individual or the integrity of his renal function. Therefore, it is vital to 
emphasizethaturateloweringtherapiesarenotdefinitivetreatmentin this 
situation as they do not treat the pathology and hence are not 
expected to adequately control the resulting hyperuricemia. 

It is interesting to notice the obvious improvement on the clinical 
condition of chronic illness associated with cases of this study after 
employment of the natural H. pylori eradication therapy. A simple 
conclusion could directly jump up that it is not necessary that gout is 
always a risk factor for many diseases but H. pylori itself could be 
mostly the main pathogenic risk of many of the diseases spreading 
during latest decades like diabetes, hypertension, cardiovascular 
diseases and of course gout amongst them [11,12,14-16]. 

Itisworthytomentionthatantibioticsareseldomeffectiveagainst 
extra-gastric H. pylori strains [17]. A potent natural purgative is the 
only measure to eradicate H. pylori strains migrated to the colon, 
otherwise; these H. pylori strains would remain in the colon for life 
[11,12,16]. 

 
Conclusion 

Revision of the guidelines of diagnosis and treatment of H. pylori 
andmanychronicdiseasesassociatedwithitmaybeneeded.Detection of 
high levels of uric acid in young adults should not be considered final 
diagnosis of pre-gouty illness unless kidney function is assessed and 
association of H. pylori is excluded by specific tests. 
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