Example of a Work Sample “Prep Sheet” for Orals

Dean Beebe, Ph.D., ABPP/CN

Background:  In an effort to be as prepared as possible for questions regarding my work samples, I tried to look at each one critically, and the other members of my study group did the same (thanks, everyone!).  This resulted in a set of questions that I felt might come up in the orals.  I have always found that, in preparing a set of notes, I end up organizing my thinking far better than I would have otherwise done, so I made up a “prep sheet” for myself for each session.  I did not memorize them, but I did use the opportunity to make sure I had a coherent response to likely questions (most of which never came up).

Below is the prep sheet I made for one of my cases, a preadolescent girl who had experienced left frontal cerebritis that had sequelae including right side paresis and expressive aphasia.  I had seen her on two occasions—once for an abbreviated eval while she was an inpatient, then a few months later as an outpatient.  I submitted the second eval as a work sample, with the first appended as supplementary materials.  Although I de-identified the report for submission, I’ve elected not to post it on the web, to prevent any inadvertent recognition of the case.  This of course strips any context from the questions and answers below.  However, my goal in posting this on the web site was to give an example of one way to prepare in advance for the work samples portion of the orals (if you’re obsessive like me).  

Left frontal cerebritis, expressive aphasia case

Use of psychometrists?

	Pros
	Cons

	Intimate knowledge of tests.
	Psychologist not in room to see child during testing (may lose qualitative information).

	Rigorous, meticulous.
	Not able to adapt test procedures as much or change as quickly (mitigated by lunch-time conversations, contingencies set up in advance, and pager-based availability).

	Good sense of “normal” child reactions to testing.
	Difficult to do “hypothesis testing” approach.

	Excellent ability to cater to pts needs and be aware of changes from standardization.
	Don’t know disorder as well, so when something odd comes up, hard to self-correct or adjust.

	Inexpensive, can handle high volume of cases.
	

	Helps maintain objectivity of data and minimize clinical bias.
	

	Can help train students on test administration.
	

	Over time, come to be “eyes and ears” of psychologist.
	

	Open to feedback, interested in kids.
	

	Analogous to EEG or radiology tech.
	


What was legal custody status of patient?
Since 4 yrs prior to eval, father has custody, mother has visitation rights.  Divorce occurred when patient was 3 ½ years old (separation a year earlier); it is unclear if or why custody shifted 4 yrs prior to eval.  Stepmother and father married when patient was age 5 ½.  Stepmother has been primary caregiver for at least the past 4 years.  Father provided consent for exchange of information with stepmother and for her to sign all medical consents.

The Gordon was given at baseline, but the CPT was given at f/u.  Why?
This was simply a pragmatic issue.  The Gordon was in use on the inpatient unit at the time of the outpatient assessment.  Although having directly comparable findings would have been ideal, the CPT data were reassuring and in line with questionnaire results.
Why not use a statistical inference aid such as the reliable change index?
Such indexes require knowledge of test-retest reliabilities and practice effects over a specific period of time.  While that may work well in research, it is difficult to use clinically because the time interval between evaluations rarely matches that obtained in the research.  Test-retest reliability and practice effects are both strongly determined by time between evals.

How about practice effects?
These were considered when writing the report, and are often an issue for serially-evaluated kids (common for my rehab kids).  I try to use parallel forms when possible, but this does not eliminate potential practice effects.  Generally, it is a clinical judgment call, based upon what data we might have on practice effects for a given task, as well as input from collateral sources of data (e.g., parent or patient report, tests not previously given).  The data on practice effects in the WISC-IV manual over a mean 1 month retest interval (we saw her 3 months apart) is about 1/3 sd on BDes, Sim, & Voc, and less than 1/5 sd for the working memory tasks.  In each case, the patient displayed an increase of over 1 sd on each and showed collateral evidence of gains.

What compensatory strategies was she using in functional conversations (page 2)?
Slowing down during conversations and while reading, using “talk-arounds”, rechecking her work.

Why should timed tests be avoided altogether at school (as recommended)?
There were few timed tests in the current battery, but several of those that were timed (reading comp speed, word fluency while writing, pegboard) showed subtle deficits (though not v. fluency).  Also, several of her compensatory strategies (e.g., rechecking her work) require additional time.

Did she come in for the feedback session?
No.  Dad and stepmom did, and patient also followed through later on therapies.

What was her outcome?
The patient has been seeing a neuropsychologist at a satellite that provides intensive outpatient rehab.  Many of the concerns have been around issues of independence and not wanting to use compensatory strategies.  There is some question of impulsivity possibly contributing to “sassiness”, back-talk, and oppositionality with her family.  It is not clear how much of this is developmental vs. injury-related, or an interaction of the two.  She continues to make gains in speech, although the most recent speech therapy eval suggests continued concerns in some of the same areas as before (comprehension of grammatically complex structures, subtle expressive language problems).
What was the medical process involved?  How can it account for her symptom picture?
In her case, she had an infectious process that appeared to spread from her maxillary, frontal, and especially her ethmoid sinuses (due to proximity, this is a common site of intracerebral spread to the frontal lobes).  It is not clear how significantly it invaded the parenchyma, although there is evidence that the left gyrus rectus was involved directly, with surrounding areas of edema and eventual gliosis (left inferior frontal white matter).  A subdural effusion developed that resulted in significant mass effect (left to right).  Cultures from the subdural effusion were identified as staph epi, alphas hemolytic strep and M. Catarhallis that were effectively treated with antibiotics—needed 6 weeks of IV antibiotics.     
Symptom picture may vary with such an infectious brain abscess, but typically starts with signs of increased ICP due to mass effect.  Headache and nausea are very common, and changes in mental status occur in up about 50% of cases (these were presenting concerns for her).  Based upon case series results, most brain abscesses appear to occur during childhood and are related to contiguous infections (sinus or ear) or to congenital heart disease.  I could not find epidemiological data on similar infectious processes, though they are believed to be rare.  High fever and seizures can independently occur in up to 50% of cases, though neither was noted in this case.   The condition often necessitates emergency action to avoid tentorial herniation.  In her case, it required aspiration of subdural effusion, craniotomy, and drainage of the abscess.  
Possible mechanisms of transient cognitive deficits include temporary disruption due to edema, excitotoxicity, and reduced cerebral blood flow.  Longer-term damage can result from hypoxic/ischemic damage, direct necrosis of invaded tissues, excitotoxicity, and eventual gliosis (development of scar tissue in area of damage).

Her symptom picture was consistent with an evolving lesion from a fairly “diffuse” picture (alteration in consciousness, very poor attention) to a “left hemisphere” picture (including right side paresis and language problems), to a more focal left frontal lobe picture (increased functioning of right side, but marked expressive language deficits).  Although the initial invasion of the bacteria was likely in the area of the gyrus rectus, later imaging found more extensive subcortical gliosis in the inferior left frontal lobe.  This likely disrupted frontal-subcortical connections important in planning of speech output, as well as intralobular, interhemispheric, and possibly fronto-temporoparietal connections.  One theory is that left frontal (especially posterior and subcortical) lesions cause “an impairment of translating or transforming or mapping of concepts or intentions or verbal plans or thought on to linguistic forms” (Alexander p. 162).  In a sense, it is like an apraxia, but for language (not speech, but language).  As for why there were subtle comprehension deficits, the answer is even less clear (although there is plenty of evidence that it occurs and functional imaging studies of healthy individuals have implicated not only perisylvian regions but also the cingulate and medial frontal lobes in syntactic comprehension).  Such deficits may be because of subtle problems appreciating the temporal sequence of a sentence or passage, diminished working memory, generally reduced linguistic capacity (can not parsing and interpreting language each requiring resources), or an ability to parse out the language, but then be unable to carry out more complex operations such as mapping from a syntactic representation to thematic roles (Saffran, p 172).  
It should be admitted that repetition was not evaluated during the inpatient evaluation—a noteworthy omission from a diagnostic standpoint (Broca’s vs. transcortical motor aphasia) but not one that was likely to impact recommendations.

The apparently reliable discrepancy between category and phonemic fluency in her case may reflect premorbid individual skill variation, but at least in theory phonemic fluency places greater demands upon organization, planning, and flexibility in generating and selecting responses; category fluency provides a search strategy and may consequently be less frontally mediated.  Alternatively, she may have had more pervasive problems with phonological processing, as evidenced in subtle substitutions noted on letter-number sequencing.  It is not clear what might underlie such a phonological processing deficit, although it is possible that there was subtle temporal lobe involvement (the temporal lobes being a suggested site of phonological “store” or processing). 
What factors may be facilitating her dramatic recovery?
1. Some recovery would be expected in most cases of acute expressive aphasia anyway due to reduced inflammation, reduction of diaschesis, neural “rerouting”, and compensatory strategies.

2. Younger does appear to be better for at least the gross aspects of aphasias due to focal injuries.  However, there is plenty of evidence of subtle residual deficits, and recovery from aphasia may be at the cost of other skills.

3. Her long-term lesion appears to be relatively small compared to those from other etiologies (e.g., MCA or ACA stroke, TBI).  The mass effect and edema may have caused greater functional disruption of cellular processes than irreversible damage.

4. There is evidence of increased bilateral representation of speech in females, which may make it easier for compensatory strategies or processing shift.
