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A. Subunita del recettore GABA,
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Temporal relationship between pain-like behavior, pathology, and molecular expression
inmurine osteoarthritis.
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Pronociceptive actions of NGF
© 5] e

fshorl: term action on ) rLorlg term action on nociceptor
nociceptor The NGF/TrkA complex is retrograde transported to
NGF binds to TrkA on peripheral terminal the neuronal cell body in the DRG. Here, NGF/TrkA
o of nociceptor. The NGF/TrkA complex signaling drives synthesis of pronociceptive
initiates signaling that upregulates the components such as SubP, CGRP, BDNF, NaV'1.8,

. . local expression and/or activity of CaV3.2, and CaV3.3. These components can be
Perlphergl Injury pronociceptive channels/receptors such transported to nociceptor terminals in the periphery
Penpherallmjury causes release of NGF as TRPV1, Na/Ca/K channels, BK and/or dorsal horn where they contribute to
from a variety of cell types receptors, and ASIC 2/3. The overall effect neuronal sensitization.
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NGF also binds to TrkA on inflammatory cells, inducing the release of
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itself. These mediators bind receptors on the peripheral terminal of
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FIGURE 1. Scheme depicting spinothalamic tract signaling to thalamus and cortex. Bottorm: the peripheral
sensory inputs, the spinothalamic tract, and its terminations in the brain stem, including pain-relevant projec-
tions of brain stem nuclei to prosencephalic areas. Middle: the thalamic targets of the spinothalamic tract and
connections to the amygdala. Only thalamic nuclei relaying spinothalamic tract inputs are shown. The trigemi-
nothalamic tract and ventral posterior medial thalamic nucleus (VPM) are not shown for clarity. Top: the
thalamic relay to cortex and functional modalities. CL, centrolateral nucleus; MD, mediodorsal nucleus; PF,
parafascicular nucleus; PO, posterior nucleus; Pul, anterior pulvinar nucleus; SG, suprageniculate nucleus;
VPI, ventral posterior inferior nucleus; VPL, ventral posterior lateral nucleus.
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Hippocampus shape deformation: a potential
diagnostic biomarker for chronic back pain

in women
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Figure 1:

ﬂ\»?ZRI studies have provided data on structural and functional changes within the mesolimbic
circuitry underlying chronic pain and depression. independently and within comorbid states.
This schematic highlights intra-regional changes in collective baseline activity and gray
matter volume within chronic pain populations, as well as changes in functional connectivity
within chronic pain. depression. and addiction populations. PEC=prefrontal cortex:
ACC=anterior cingulate cortex: NAc=nucleus accumbens: VTA=ventral tegmental area:
Am=amygdala.

Biol Psychiatry. 2020 January 01; 87(1): 64-73.



CONCEPTUAL MODEL OF BIOPSYCHOSOCIAL MECHANISMS OF TRANSITION

FROM ACUTE TO CHRONIC POSTSURGICAL PAIN.
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Maladaptive Pain: Neuropathic component |
Adequate response to traditional analgesics

Poor response to traditional analgesics

A 4

Figure 2. Pain chronification is the result of an imbalance between enhanced ascending nociceptive inputs and inadequate
inhibitory descending system.

Ditga Forsmasari European Review for Medical and Pharmacological Sciences 2017; 21: 1672-1683



Chronic pain depends on the corticolimbic properties interacting with nociceptive inputs.

Cortical control
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The Distributed Nociceptive System

Distributed

Trends in Neurosciences, October 2020, Vol. 43, No.
10
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“H: you are distressed E;y angthing

external, the Pain is not due to the

tl‘ling itself, but to your estimate of
it: and this you have the power to

revoke at any moment.”

Marcus Aurelius, Meditations
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