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ABSTRACT Objective: To evaluate the clinical efficacy and safety of secukinumab in the treatment of
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moderate to severe the adults with plaque psoriasis. Methods: The clinical data from 183 adult patients
with moderate to severe plaque psoriasis treated with secukinumab were collected. The patients received
subcutaneous injections of secukinumab once a week at weeks 0, 1, 2, 3, and 4, followed by an injection
every 4 weeks, with each dose of 300 mg. The follow-up period was 52 weeks. The psoriasis area and
severity index(PASI), body surface area (BSA ), investigator global assessment (IGA), and dermatology
life quality index (DLQI) scores of the patients with psoriasis were caculated. The clinical efficacy and
safety of secukinumab in the treatment of moderate to severe plaque psoriasis were evaluated, and the
influencing factors were analyzed. Results: Compared with week 0, the PASI, BSA. IGA and DLQI
scores of the patients were significantly decreased at weeks 4, 12, 24, and 52 of secukinumab treatment
(P<C0.05). After treated with secukinumab, the percentages of the patients achieving PASI 75, PASI 90,
and PASI 100 at week 4 were 95.6%, 84.2%, and 47. 5% , respectively; at week 12, they were 97.3%,
95.6%, and 78.7%, respectively; at week 24, they were 97.8%, 96.7%, and 84.2% , respectively;
and at week 52, they were 98.4%, 97.8%, and 83.6%, respectively. The percentages of the patients
with BSA<C1% at weeks 4, 12, 24, and 52 were 80.9%, 94.5%, 95.6%, and 94. 0%, respectively.
The percentages of the patients with IGA score of 0/1 at week 4, 12, 24, and 52 were 86.3%, 97.3%,
96.7%, and 95.6%, respectively. The percentages of the patients with DLQI score of 0/1 at weeks 4,
12, 24, and 52 were 76.6%, 89.1%, 92.9%, and 91.8%, respectively. At week 4 of secukinumab
treatment, there were significant differences in age, body mass index (BMI) , disease duration, baseline
PASI score, and history of previous biologic treatment between the patients in two groups (P<C0.05).
At week 24 of secukinumab treatment, there were significant differences in age and BMI between the
patients in two groups ( P<C0.05). At week 4, BMI=>25 kg'm 2, disease duration=>10 years, baseline
PASI scorez=10, and a history of previous biologic treatment were risk factors affecting the recovery of
the patient ( P<C0.05). At week 24, age—=40 years was a risk factor affecting the recovery of the patient
(P<C0.05). During the treatment period, 44 out of 183 psoriasis patients reported 49 adverse reactions,
and the adverse reaction rate was 24.0%. No serious adverse events or fatal adverse reactions occurred.
The adverse reactions included upper respiratory tract infections in 23 cases, eczema-like skin lesions in 10
cases, skin fungal infections in 6 cases, urticaria in 3 cases, mild liver function abnormalities in 2 cases,
folliculitis in 2 cases, conjunctivitis in 2 cases, and otitis media in 1 case. Conclusion: Secukinumab
treatment for the adult patients with moderate to severe plaque psoriasis is rapid-acting and has lasting
efficacy. The BMI, disease duration, baseline PASI score, history of previous biologic treatment, and age
are the factors influencing the clinical efficacy of secukinumab. The overall safety is good, and secukinumab
may be used as a first-line treatment option for moderate to severe plaque psoriasis.

KEYWORDS Psoriasis; Secukinumab; Clinical efficacy; Safety evaluation
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Tab.1 Assignments of influencing factors of clinical efficacy

of secukinumab

Variable Assignment

PASI PASI 100=0,non PASI 100=1
Age <40 years=0,=>40 years=1
BMI <25kg'm~*=0,=25kg-m =1

Psoriasis duration <10 years=0,=>10 years=1

Baseline PASI score <10=0,=10=1

Biologic experience in the past No=0,Yes=1

1.7 %354 RHISPSS 26. 04 H 4k k17
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#2 HBRBFIBITHE PASL.BSAIGA f1 DLQIPES:
Tab. 2 PASI, BSA, IGA, and DLQI scores of psoriatic

patients before and after treatment (n=183, x+s)
Time of BSA

therapy PASI (/%) IGA DLQI

0 week 15.2+4.6 12.7£3.8 3.240.7 9.8+1.8

4 weeks 2.6+0.5 0.8+0.2 0.940.3 1.3+0.3"
12 weeks 1.3+£0.3" 0.6+0.2" 0.54+0.2 0.74£0.2
24 weeks 0.8+0.2" 0.3+0.1° 0.4+0.1° 0.4+0.1°
52 weeks 0.5+0.1" 0.4+0.1 0.5+0.17 0.6+0.2

"P<<0.05 ws 0 week.
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84.2%, i 52 JH 4y il A 98.4% . 97.8% A
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FHRTHE A, 12, 24 F1 52 40 9 K 76.6% .
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and PASI 100 duning treatment of secukinumab
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Tab.3 Clinical efficacies of patients in two groups after treated with secukinumab for 4 weeks

Gender[n(n/%)] Base line PAST score[n(/% )]
Group n Agel(year) BMI(kg-m™?)
Male Female =10 <10
PASI 100 87 40.1+15.2 52(59.8) 35(40.2) 23.843.3 37(42.5) 50(57.5)
Non-PASI 100 96 44.5413.0 69(72.9) 27(28.1) 25.443.7 63(65.6) 33(34.4)
t/y —2.078 2.985 —2.997 9.823
P 0.039 0.084 0.003 0.002
Peoriasis duration Aggravation caused by season Diagnosis of Family history of
Group changeln(n/%)] PSA[n(5/%)] psoriasis[zn(y/% )]
{year) Yes No Yes No Yes No
PASI 100 9(3,19) 65(74.7) 22(25.3) 3(3.4) 84(96.6) 12(13.8) 75(86.2)
Non-PASI 100 10(6,20) 76(79.2) 20(20.8) 4(4.2) 92(95.8) 21(21.9) 75(78.1)
Z/y —2.224 0.512 0.512 0.064
P 0.026 0.474 0.474 0.800
. Smoking[n(n/ %) ] Traditional treatment in past[n(5/ % )] Biologic treatment in past[n(/% )]
oroup Yes No Yes No Yes No
PASI 100 28(32.2) 59(67.8) 52(59.8) 35(40.2) 1(1.1) 86(98.9)
Non-PASI 100 42(43.8) 54(56.2) 55(57.3) 41(42.7) 7(7.3) 89(92.7)
x 2.585 0.115 4.119
P 0.108 0.734 0.042
R4 FETREHIRITE 24 24LBHF RIRITR
Tab.4 Clinical effect of patients in two groups after treated for 24 weeks
Gender[n(y/%)] Base line PASI score[n(5/%)]
Group n Agel(year) BMI(kg-m™?)
Male Female =10 <10
PASI 100 154 41.2+14.5 104(67.5) 50(32.5) 24.343.3 81(52.6) 73(47.4)
Non-PASI 100 29 49.0410.9 17(58.6) 12(41.4) 26.54+4.4 19(65.5) 10(34.5)
t/y —2.716 0.865 —2.525 1.644
P 0.006 0.352 0.016 0.200
Proriasis duration Aggravation caused by season Diagnosis of Family history of psoriasis
Group change[n(5/%)] PsAln(5/%)] [n(n/%)]
year) Yes No Yes No Yes No
PASI 100 10(4,20) 118(76.6) 36(23.4) 5(3.2) 149(96.8) 26(16.9) 128(83.1)
Non-PASI 100 14(5,20.5) 23(79.3) 6(20.7) 2(6.9) 27(93.1) 7(24.1) 22(75.9)
2y —1.152 0.100 0.170 0.869
P 0.249 0.752 0.680 0.351
. Smoking[n(7/%)] Traditional treatment in past[n(75/% )] Biologic treatment in past[n(75/% )]
oroup Yes No Yes No No
PASI 100 59(38.3) 95(61.7) 86(55.8) 68(44.2) 6(3.9) 148(96.1)
Non-PASI 100 11(37.9) 18(62.1) 21(72.4) 8(27.6) 2(6.9) 27(93.1)
X 0.001 2.759 0.053
P 0.969 0.097 0.818

PHE BB B B2 w2 R BAPUIBIT G 45 3. 6 f 124
H & # T-SPOT.TB Ml g & CT,

158 5] HI 24 fif

T-SPOT. TB BB & F al By LByt ir 5 46
124 A Z AN CT, ok & BLIE sh ik il 45 4% .
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Tab.5 Univariate analysis on clinical efficacies of patients in two groups after treated with secukinumab for 52 weeks

Gender[n(y/%)] , Base line PASI score[n(5/%)]
Group n Agelyear) BMI(kg-m™?)
Male Female =10 <10
PASI 100 153 41.7+14.0 102(66.7) 51(33.3) 24.54+3.3 84(54.9) 69(45.1)
Non-PASI 100 30 46.1+14.8 19(63.3) 11(36.7) 25.84+4.8 16(53.3) 14(46.7)
Z/)(2 —1.581 0.124 —1.421 0.025
P 0.116 0.724 0.164 0.875

Aggravation caused by season

Psoriasis duration

Diagnosis of Family history of

Group changeln(5/%)] PsAln(y/%)] psoriasis[n(y/% )]
ean Yes No Yes No Yes No

PASI 100 10(5,20) 116(75.8) 37(24.2) 5(3.3) 148(96.7) 27(17.6) 126(82.4)
Non-PAST 100 9(2.75,15.5) 25(83.3) 5(16.7) 2(6.7) 28(93.3) 6(20.0) 24(80.0)
2/ —1.362 0.801 0.135 0.094
P 0.173 0.371 0.714 0.759

. Smoking[n(n/ % )] Traditional treatment in past[n(y/% )] Biologic treatment in past[n(/% )]
oroup Yes No Yes No Yes No
PASI 100 57(37.3) 96(62.7) 86(56.2) 67(43.8) 5(3.3) 148(96.7)
Non-PASI 100 13(43.3) 17(56.7) 21(70.0) 9(30.0) 3(10.0) 27(90.0)
b 0.392 1.964 1.347
P 0.531 0.161 0.246

6 FAEFLATGTRAFARE BRI BREMAR

Tab.6 Influencing factors of clinical efficacy of patients in two groups after treated with secukinumab for 4 weeks

Influencing factor A SE Wald P OR 95%CI
BMI 0.921 0.382 5.815 0.016 2.511 1.188—5.306
Psoriasis duration 0.759 0.386 3.859 0.049 2.137 1.002—4.557
Bascline PASI score 2.422 0.383 40.009 <0.01 11.272 5.321—23.877
Biologic treatment in the past 2.683 1.213 4.894 0.027 14.625 1.358—157.528
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