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Abstract: Objective To investigate the clinical efficacy of Keyin Pills combined with Acitretin Capsules in treatment of psoriasis.
Methods Patients (78 cases) with psoriasis in Henan Staff Hospital from February 2016 to February 2017 were randomly divided into
control (39 cases) and treatment (39 cases) groups. Patients in the control group were po administered with Acitretin Capsules, 10
mg/time, three times daily. Patients in the treatment group were po administered with Keyin Pills on the basis of the control group, 10
g/time, twice daily. Patients in two groups were treated for 8 weeks. After treatment, the clinical efficacy was evaluated, and PASI
scores, serological indexes, and lipid metabolism indexes in two groups before and after treatment were compared. Results After
treatment, the clinical efficacy in the control group was 74.36%, which was significantly lower than 92.31% in the treatment group,
and there were differences between two groups (P < 0.05). After treatment, the PASI scores in two groups were significantly decreased
(P < 0.05). And the PASI scores in the treatment group were significantly lower than that in the control group (P < 0.05). After
treatment, 1L-17, VEGF, and IFN-y, MDA and LPO levels in two groups were significantly decreased, and the difference was
statistically significant in the same group (P < 0.05). And the serological indexes in the treatment group were significantly lower than
those in the control group (P < 0.05). After treatment, the HDL-C in two groups was significantly increased (P < 0.05), but ApoAl and
LDL-C levels was significantly decreased (P < 0.05). And the level of these indexes in the treatment group was significantly better than that in
the control group (P < 0.05). Conclusion Keyin Pills combined with Acitretin Capsules in treatment of psoriasis can effectively reduce
inflammation, and improve the level of blood lipid metabolism and oxidative stress, which has a certain clinical application value.
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Table 1 Comparison on clinical efficacies between two groups

15 n/fgl A /) R 501 Tk A%
Pagic 39 4 12 13 10 74.36
By 39 9 13 14 3 92.31°

LA "P<0.05

*P < 0.05 vs control group
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Table 2 Comparison on PASI scores between two groups
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YRITHI WITkE
paplicl 39 13.1942.25 8.4740.58"
RIT 39 13.16+2.27 43240.45™
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Table 3 Comparison on serological indexes between two groups ( X£s,n=239 )

4151 M EZ R 1] IL-17/(pgmL™")  VEGF/(pgmL ')  IFN-y/(ugmL')  MDA/(umolL™")  LPO/(umol-L™")

X i TBITHT 9.98+0.77 198.79+34.43 18.77%2.39 25.46+3.31 7.86+0.52
RIS 6.34+0.23" 112.35+14.57" 1235+1.17 22.46+1.75 5244021
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HRMA T "P<0.05; SxtAAIT A E: 4P<0.05

"P <0.05 vs same group before treatment; 4 P < 0.05 vs control group after the treatment
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Table 4 Comparison on lipid metabolism indexes between two groups ( X*s )

451 nBl SN A HDL-C/(mmol-L™") ApoAl/(gL™") LDL-C/(mmol-L ")
Xl 1 39 YRITHT 0.86+0.15 1.44+0.35 2.62+£0.74
L 1.02+0.14" 1.0740.18" 1.9540.43"
BIT 39 YRITET 0.84+0.13 1.4610.32 2.65+0.76
LI 1.354+0.17"* 0.86+0.14™ 1254027
SEMHITRTEE: "P<0.05; SXAAIT AR 4P<0.05
"P <0.05 vs same group before treatment; 4 P < 0.05 vs control group after the treatment
*5 MEAFRRMILER
Table 5 Comparison on adverse events between two groups
2853 n/f5l okl SR 58 /151 AR KT K/ ALK /45 RAHY
pugist 39 0 1 2 3 1 4 28.21
MEbig 39 0 1 1 2 1 3 20.51
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