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[ Abstract |Objective: To determine the role of stathmin in the pathogenesis of chronic itch caused by inflammatory skin diseases in
human subjects. Methods ; This research collected 35 samples from patients with chronic itch caused by inflammatory skin diseases
and 3 control samples. Expression of stathmin was evaluated in skin biopsy samples from patients and control individuals by means of
immunohistochemistry (IHC). Hematoxylin—eosin( HE )staining was used to detect structural changes in epidermal tissue from patients.
Results :THC showed that high expressions of stathmin were found on keratinocytes, epithelial cells and inflamed immune cells in skin
lesions from patients compared with those of control individuals. HE showed that the stratum corneum of skin lesions from patients
thickened accompanied with hyperkeratosis and inflammatory cell infiltration. Conclusion ; Stathmin plays a role in the pathogenesis of
chronic itch. Stathmin produced by keratinocytes, epithelial cells and inflamed immune cells can affect the skin barrier function,and
promote the chronic itch process. Stathmin may be a promising target for chronic itch treatment,and its expression would be signifi-
cant for the development of new drugs and a better treatment.
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Tab.1 Overview of patient characteristics at baseline
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Fig.1 Skin lesions in patients with chronic itch caused

by inflammatory skin diseases
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Tab.2 Results of IHC for stathmin in skin lesions from patients
with chronic itch caused by inflammatory skin diseases compared
to control individuals
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Fig.2 Expression of stathmin in skin lesions from patients with

chronic itch caused by inflammatory skin diseases compared to
control individuals
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Fig.3 Overview of HE staining in skin lesions from patients with
chronic itch caused by inflammatory skin diseases

3 3 i

18 PR S BUR IR B = 1R £ £ T A @ BR (7]
BB, R S 2 — R HLEHI, BN
TR RINA BRI R AR H AR Y0, J R FTk
P 2 8] 78 1R 38 B AH S M, Bz Bk H B4 5 40 B A 4
B RAEG IS SRR AIRPLE . A BT 4 i
EEARRE RS I T, HES 58 HERE
A& AR o AT DAE I -5 e % 0 B A AR R AR
BHEEEFNRAE B & A A R AR #E™), Stathmin
W AR RARENIES T8 HEEMET B,
Stathmin & TLR3 A9 #EECIA, TLR3 | 1Z RIKTE
T AR | S BE A L, ZE 18 MR R P i — e /Y
Y, TLR3 X T34 88 1 A0 28 ful A% 33 FORR FE AR S 1R
HILE R KT RS DR — R
T, eS8 PR Y B AR TR R N, B S
TLR3 5| & HARB AR B0, STAT3 & — %%
H T4 EH, 454 stathmin B9 C A3 M i X H:
EWERBEEPHERD, 1S 58 HEREN K
A, Stathmin A] BE@ 35 TLR3 K& STAT3 456 5iAH
HAERS S8R EMN R MR S EE
H ] BE RS S E BRI 4 Fs « B BRTESMR M3 N
VBN FERIBT , S5 stathmin (7E5 FE L0
Jd . b Rz 20 M R 8 4% AE 40 R Ak AT BB E

ﬁ(}

: Keratinocytes Chronic

( | / itch

( Stathméa

Y 0 BTN

StathminE £ FRJE BG4I . b B 20 0 % S8 4% AiE 40 P T RE Y
15 5@ , AR B2 18] AR EAE R A VR (s S r e s

4 Stathmin ZEAE M B BRIR 5| AV MR FE T AT RERY
HElIRER
Fig.4 A schematic representation of possible stathmin pathway
in chronic itch caused by inflammatory skin diseases
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