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Inhibiting effects of P188 on inflammatory infiltration

of fat transplantation on rats
Li Yingiu Ni Zigiao Wang Xin et al

( Dept of Plastic Surgery The First Affiliated Hospital of Anhui Medical University Hefei

230022)

Abstract To study whether Kolliphor® P188 could inhibit the inflammation during autologous fat transplantation

from the perspective of inflammation to analyze the effect of P188 on transplantation. The animal models of autolo—

gous fat transplantation were divided into the control group ( normal saline group) and the experimental group
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Effect of gender on the establishment of mouse

psoriasis induced by imiquimod
Luo Tingting Han Chenchen Cui Donggian et al
( Institute of Clinical Pharmacology Anhui Medical University Key Laboratory
of Anti-inflammatory and Immune Medicine Ministry of Education Anhui Collaborative

Innovation Center of Anti-inflammatory and Immune Medicine Hefei 230032)

Abstract An imiquimod ( IMQ) -induced psoriasis mouse model was established to evaluate the model and explore
the effect of gender on IMQ-induced mouse psoriasis model establishment. Half of male and female BALB/¢ mice
were randomly divided into normal control group model group 1 ( male) and model group 2 ( female) and IMQ was
applied to the back skin of mice to establish a mouse psoriasis model. The psoriasis area and severity index ( PASI)
was scored daily for mouse skin. The pathological changes of skin were observed by HE staining. The thymus index
and spleen index were calculated. The expression of proliferating cell nuclear antigen ( PCNA) was detected by im—
munohistochemistry and the expression of involuerin was detected by immunofluorescence. Compared with the con—
trol mice IMQ-induced male and female mice showed scaly erythema and thickening and continued to deteriorate
and the PASI score also showed the same results. HE staining found that compared with control mice the epidermis
of IMQ-induced male and female mice were thickened( P <0.001) telangiectasia and inflammatory cell infiltration
were observed in the superficial epidermis. Parakeratosis was observed in the stratum corneum and the granular lay—
er became thinner or even disappeared. The acanthosis was thick and epidermis extended downward. The spleen
index of IMQ-induced mice increased( P <0. 001) and there was no significant difference in spleen index between
male and female mice. The expression of keratinocytes in IMQ-induced male and female mice increased( P <0. 05)
and there was abnormal differentiation. There was no significant difference in the expression of PCNA and involu—
crin between male and female mice. The IMQ-induced mouse psoriasis model has many similarities with human pso—
riasis and gender has little effect on the establishment of IMQ-induced mouse psoriasis model.
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( P188 group) . Weight and volume were measured after fat tissue was removed at time points 1 2 and 4 weeks.

The degree of fat inflammatory infiltration after transplantation was observed by HE staining. Finally the mRNA
and protein levels of inflammation-related factors ILda 1L4B IL-6 TNF-o were detected by RT-PCR and ELISA.

After 4 weeks of fat transplantation there were differences in fat weight and volume between the control group and
the experimental group weight: (0.13 £0.02) gwvs (0.19£0.02) ¢ P<0.01  volume: (0.15 +0.03) ml vs
(0.19 £0.01) ml P<0.05 . HE staining results showed that the inflammatory infiltration area of P188 group
was lower than that of normal saline group 4 weeks later. RT-PCR and ELISA results showed that 4 weeks after fat
transplantation P188 inhibited the mRNA levels of inflammatory cytokines ILda 1L IL-6 TNF-« and the pro—
tein expressions of ILda 1L4B IL6 TNF-a. It’s proved that P188 can inhibit inflammatory infiltration after au—
tologous fat transplantation in rats.

Key words P188; fat transplant; inflammation



