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INTRODUCTION METHODS RESULTS IN NERVE

Experiments were performed on sural nerves and whole skin biopsies from the lower leg and the upper thigh of 67 informed patients with
PNP (Table 1).

Polyneuropathy (PNP) is a term to describe generalized diseases of the peripheral nervous system. In some
neuropathies such as small fiber neuropathy (SFN), pain is located to the skin distally in the leg, and the proximal leg is
pain free, therefore this is a good model to study the local versus systemic role of an immune dysbalance [,

FIGURE 2. Gene expression of pro-inflammatory components in sural nerve.
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pathway taking place in patients with painful polyneuropathies.

RESULTS IN SKIN CONCLUSIONS

In nerve (Fig.2), we saw an upregulation of TLR4 and TNFa in patients with inflammation and severe pain (A, B). Furthermore, we found a correlation
between TLR4 and TNFa (C), and between TNFa and the severity of the disease (D).These results indicate that an activation of the inflammatory pathway
might be involved in the development of pain.

FIGURE 4. Gene expression of pro-inflammatory components in skin between

FIGURE 3. Gene expression of pro-inflammatory components in distal skin . . >
distal and proximal regions.
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