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large nerve fibers is also seen[9]. Skin biopsycould be suggested as a second line confirmatoryexam for CIPA.It should be noted that rule out of the commondisorders by the strongest possible evidencesshould be considered as the first step indiagnosis. Although the clinical manifestations ofthe presented cases are compatible with CIPA,having a confirmatory paraclinic data is alsoneeded, especially because of lack of suggestivefamily history and rare prevalence of thissyndrome. For definite diagnosis of CIPA, geneticanalysis of the NTRK gene, as the most powerfulconfirmatory laboratory test, could berecommended in suspicious cases.
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Dear Editor,We read with interest the Mirsadraee et al’sarticle entitled “Prevalence of Asthma inChildren of Chemical Warfare Victims” in thethird issue of 2011 [1].They skillfully reported an interestinginvestigation about the effect of Mustard Gas(MG) on the victim’s offspring. Theydemonstrated that the asthma was morecommon amongst children of MG victimscompared to the control group. Also theygeneralized their findings as “chemical agentsmay increase the prevalence of asthma in theoffspring of chemical warfare victims”. But itseems that there are some remarks whichshould be considered before generalizing theresults.Asthma is one of the most common chronicimmune based disorders identified withrestrictive pattern in pulmonary function test.There are so many factors which promoteasthma in children. Exposure to the cigarettesmoke can predispose children for asthma or atleast one episode of upper respiratory tractinfection[2]. In the mentioned study, theprevalence of parental smoking in group withMG exposure was significantly higher than in thecontrol group; therefore it can disturb thefindings.Also, the children with low socioeconomicsituation are predisposed for asthma[3] andbecause of low physical ability to work and highmedication cost, the chemical warfare veterans(CWVs) likely are in low socioeconomicsituation. Therefore, the authors should havematched cases for the socioeconomic situationbut there is no precise information about it.
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On the other hand, PTSD and other psychiatricdisorders are common in CWVs[4] and alsoprevious reports demonstrated the associationbetween parental psychiatry distress andoffspring asthma[5]. It is needed to consider theCWV’s psychological status before assessingtheir children for stress related disorders.Although there are evidences about therelationship between chemical warfare contactand genomic mutation of multi-potential cellssuch as spermatogonia[6], report about theoffspring’s somatic anomaly in parental SMexposure is so limited[7].Nevertheless, one conflicting evidence thatmay question the effects of MG on victims’offspring is the different manifestation in victimsand their children which in the mentioned studywas considered as asthma. The clinicalmanifestation of MG lung injury in majority ofexposed patients is Bronchiolitis obliterans(BO)[8]. The mechanism of BO is related to thechronic inflammation due to deficiency ofantioxidants but the well defined mechanism forasthma is immune system imbalance[9].Also, few studies have pointed tocellular/molecular similarities between thesetwo disorders (MG lung injury and asthma)[10].Recently, the role of glutathione as anantioxidant and therefore its related enzymessuch as glutathione S-transferase was discussedin asthma similar to MG lung injury[9,11]. On theother hand, the significant role of interleukin-5and eosinophils (an effective cytokine andimmune cell in asthma) in the long termcomplication of chemical lung injury wasidentified[12].The pure impacts of MG regardlessconcomitant complication must be evaluated infurther investigations to confirm its effect on thegenome of offspring due to victim’s genomemutation in reproductive germ cells. It seemsthat there are several queries to charge MG as aguilty of victims’ offspring sequels. Futureinvestigation should be focused on the genomicevaluation of victim’s reproductive germ cellsand its relation with offspring disordersregarding the role of gender[13] and also durationof exposure[14] for adjusting these confounders.
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