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演示文稿备注
Five hypothesis have been proposed to explain the temporal and mechanistic relationship between chronic pain and depression.  Fishbain and colleagues conducted a systematic review of 83 articles that examined these 4 of 5 of these hypothesis.



The first theory, called the antecedent hypothesis, proposes that the presence of depression leads to the development of chronic pain.  13 articles were identified by 1997 that evaluated this hypothesis and only 3 found data in support of this relationship.



The remaining 3 hypotheses: the consequence hypothesis, and its two variants, the scar hypothesis and the cognitive behavioral hypothesis, found excellent support in the literature.  The consequent hypothesis proposes that the presence of chronic pain leads to depression, and all 15 articles evaluating this theory showed data in support.  The scar hypotheses proposes that in patients with one or more prior episodes of depression, the experience of chronic pain predisposes that person to develop subsequent episodes of depression.  The cognitive behavioral hypothesis, another variant of the consequence hypothesis, proposes that cognitive factors, such as coping and catastrophizing, mediates the development of depression after the development of chronic pain.



The final hypothesis, one that has been given a lot of attention lately, is the theory that a common pathogenic mechanism can lead to the expression of both pain and depression.
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ARTIST=A Randomized Trial Investigating SSRI Treatment.
**Poor depression treatment response defined as Symptom Checklist-20 >1.3. Pain severity was measured by the
SF-36 pain severity item

Bair MJ, et al. Psychosom Med. 2004;66(1):17-22
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The experience of pain is known to have multiple components, including a sensory dimension (or intensity of pain), and affective dimension as well as a cognitive dimension.  Through fMRI imaging techniques, it is now known that each of these dimensions are processed in distinct areas of the brain.
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Key Points:

这张片子前面讲过，这里是想再强调一下：改善抑郁症伴随的疼痛性躯体症状可以带来更高的临床治愈率

In a study of 495 outpatients with MDD, it was noted that effective treatment of physical symptoms to the point of marked improvement tends to be associated with improvement in mood.

Endpoint remitters had significant lower overall pain scores on the Visual Analog Scale, compared with nonremitters beginning with the first week of treatment and continuing through every subsequent visit. 

Improvement in the painful physical symptoms, specifically a 50% improvement as a minimum, is associated with a 36% rate of remission versus 17.8% or half of individuals who show a much lower improvement in their painful physical symptoms.

These data suggest that effective treatment of painful physical symptoms may improve remission rates.

Background:

Data were pooled from two identical but independent, 9-week, randomized, double-blind, placebo-controlled studies in adult outpatients who met DSM-IV criteria for major depressive disorder (MDD). The primary outcome was change in mean total score of the 17-item Hamilton Depression Rating Scale�(HAM-D17). None of the patients were considered treatment-refractory. Entry criteria included a DSM-IV diagnosis of major depression with a severity specified by a HAM-D17 total score >15 and a Clinical Global Impression of Severity (CGI-S) score of >4 (indicating at least moderately ill) at baseline. 

Patients were randomized to receive either duloxetine (N=251) or placebo (N=261).
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Fava M, et al. The effect of duloxetine on painful physical symptoms in depressed patients: do improvements in these symptoms result in higher remission rates? J Clin Psych. 2004;65:521-530. 
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SSRIs

SNRIs

TCAs-NE

TCAs- 5HT/NE

TCAs- S5HT/NE*

*optimal dose achieved
TCA-5HT/NE: imipramine, amitriptyline, clomipramine; TCA-NE:desipramine, maprotiline

Mico et al. Trends in PharmacolSci 2006; 27(7)348-54. Sindrup et al. Pain 1999, 83(3):389-400.
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