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An increased incidence of prenatal and perinatal complications has been associated with several neurological and psychiatric conditions, including autism.  But the causal relationship between pregnancy, birth and neonatal complications and the disorder is still debated.  While some see these complications as a cause or added cause to the development of autism, others see them as an epiphenomenon of the genetic insults that underlie the phenotype, and want to use them to identify subtypes of autism to help genetic research and research into potential environmental factors and treatment options.
The aim of the present study was to review the evidence for the presence of prenatal and perinatal factors that affect the risk of autism.  The authors focus their review on studies that used large, population-based epidemiological samples.  Their rationale for choosing only those studies to review is based on four arguments.  First, they argue that large samples are needed to have sufficient statistical power to detect differences between groups.  Most early studies of perinatal factors used small samples (<100 subjects per group).  Second, they want to use only population-based epidemiological samples, as opposed to earlier studies that used clinical samples, to avoid selection bias and the lack of information on potential confounders that is typical of clinical studies.  Third, when using epidemiological samples, the results can be generalized with much less constraints and finally, contrary to most population-based investigations, clinical studies usually do not have a standardized way of recording measures of exposures or outcome, as they typically include children diagnosed using different tools and rely on crude prenatal exposure data such as maternal reporting of events or retrospective review of medical charts. 

Seven studies in total were part of the review and overall, 3 parental characteristics and 2 broadly defined obstetric conditions appeared to be associated with an elevated risk of autism across the studies.  The parental characteristics that emerged as significant predictors of autism were advanced paternal age, advanced maternal age and maternal place of birth outside Europe or North America.  The obstetric conditions that appeared to increase the risk of autism fell into two categories: duration of pregnancy and/or growth of the fetus and intrapartum oxygen deprivation.  In relation to duration of pregnancy, some studies found low birth weight, early delivery or being small for gestational age (or a combination) to be associated with ASDs.  As for oxygen deprivation in the prenatal period, several pregnancy complications can be indicative, including fetal distress, bleeding and low Apgar scores, among others.  Many studies have found one or more of these indicators to be associated with ASDs.  

Dozens of studies have been published regarding prenatal, birth and neonatal complications and the consensus emerging from more recent studies that have looked at complications in unaffected siblings, single-incidence and multiple-incidence families, and the relation of increased complication and genetic liability, is that these complications do not reflect risk factors for developing autism later on, but rather are themselves indications that the fetus is somehow compromised and does not participate normally in the maintenance of an optimal pregnancy.  For a nice discussion of competing hypotheses for a causal relationship (or lack thereof) between obstetric complications and ASDs, please refer to two very good papers by Bolton and Zwaigenbaum (references below). It is interesting that this article does not address this issue when discussing obstetric complications.  
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