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five-year survival AUC predicted by the model was 0. 823 in the training set, 0.722 in the validation set, and

0.759 in the overall TCGA colon cancer patient population. Patients with low risk scores had lower half inhibitory

concentration (ICy,) of cisplatin and higher sensitivity (P <0.000 1). The expression of prognostic protective fac-

tors in colon cancer tissues was significantly lower than that in adjacent colon cancer tissues. Conclusion A prog-

nostic risk model composed of 8 LncRNAs associated with genomic instability was constructed and verified. In addi-

tion, the model can also predict cisplatin drug sensitivity. A histogram was constructed combining the tumor stage

and the prognosis model. The predictive ability of this graph for five-year survival of colon cancer patients is better

than that of traditional histopathological features and prognostic models constructed by predecessors.
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*F5 MBS HaCaT HMMIEFEIEFR mRNA RIEKTF («x 5)
ACt {8

HEN Senedl a2 PR
K6 4.12 +0.32 4.62 +0.54 1.45 2.33 0.032
K16 10.46 £0.51 10.56 +0.57 1.14 3.00 0.762
Ki67 5.26 +0.36 6.16 £0.86 1.93 3.96 0.041
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K6 8.25 +0.14 8.48 +0.17 1.18 2.36 0. 040
K16 9.05 +0.07 9.80 +£0.07 1.68 15.89 <0.001
Ki67 5.83+0.10 6.29 +0.29 1.38 3.51 0.006
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skin inflammation via inhibition of hyperproliferation and inflam-

A comparative study of the effects of psoriasis serum and M5

factors on keratinocyte inflammation and proliferation
Wang Zehong', Li Junqin®, Zou Peng', Li Xinhua’
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Immunological Dermatosis, Taiyuan Ceniral Hospital of Shanxi Medical University, Taiyuan 030009 )

Abstract Objective To explore the differences in the effects of psoriatic serum and a mixture of five proinflam-
matory cytokines on keratinocyte inflammation and proliferation. Methods The human immortalized keratinocyte
cell line (HaCaT cells) was used to cultivate with serum of healthy human serum, psoriasis patients and M5 fac-
tors, and the cell proliferation was monitored by CCK-8. RT-qPCR was used to detect the mRNA expression levels
of inflammatory factors interleukin 13/8/21/23 (IL-1B/8/21/23) , proliferation markers keratin 6/16 (K6/K16)
and nucleus related antigen 67 (Ki67) in HaCaT cells in each group. Results Healthy human serum, psoriasis
serum and M5 factors could effectively promote the growth of HaCaT cells, and psoriasis serum and M5 factors
could promote cell growth more than healthy human serum. Similar to M5 factors, serum from patients with psoria-
sis significantly promoted the mRNA levels of inflammatory factors IL-13, IL-8, IL-23 and proliferation markers K6
and Ki67 in cells. Different from M5 factors, the serum of psoriasis patients had enhanced the mRNA level of in-
flammatory factor IL-21, but weakened the promotion of proliferation marker K16. Conclusion The serum micro-
environment of patients with psoriasis can promote the proliferation and inflammatory response of keratinocytes high-
er than that of healthy people, and is similar to M5 factors, which can be used to build a keratinocyte model of pso-
riasis.

Key words psoriasis; keratinocytes; inflammation; proliferation



