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INTRODUCTION MATERIALS AND METHODS

The rapidly evolving treatment landscape of psoriasis (Psl) has rendered more  This is a cross-sectional study of patients with PsO on biologic therapy registered to the
efficacious and safer biologic agents.' This study aims to describe the demographics,  Malaysian Psoriasis Registry (MPR) between 2011 and 202! from 38 sites nationwide.
clinical characteristics, treatment, and side effects of biologic treatment in PsO. Patients of all ages were included.

RESULTS

> [f 27069 psoriasis patients, 367 (1.4%) received biologic therapy.

> The male-to-female ratio is |.23. The demographic data is shown in Table 1.

> There were Z| patients (0.6%) previously treated for tuberculosis (TB) and another 18
(4.8%) had |atent TB.

> Five patients (1.3%) had history of cancers [breast, | (0.3%); skin, | (0.8%); thyroid,
[ (0.3%); laryngeal, | (0.3%) and germ cell, | (0.3%)).

> There were 42 (I.3%) with liver disorders, which included non-alcoholic fatty liver

disease [27 (b4.3%)]. hepatitis B/C [a (11.9%)] and drug induced liver injury [a (11.9%)].

> Six patients (.6%) had ischaemic heart disease.

> There were no skin or non-skin related malignancies, cardiac or neurological events
following the initiation of biologic therapies.

> [ne hundred and forty-eight (40.3%) patients had more than 10% body surface area
(BSA) involvement.

> Almost half of the patients, [353 (47.7%)] had Dermatology Life Severity Index (DLQI)
scores of above 0.

> Most patients, [337 (81.8%)] had 0 or less visits throughout the study period.

Table 2. Adverse events of biologic therapy

able 1. Demographic characteristics, treatment history and indications for biologic

therapy in psoriasis Characteristics N=367 (%)
Characteristics n=367 (%) Total patients who developed complications 26 (7.1)
Age, mean (years) 43.98+14.20 (17-84) Total number of complications 43
Gender Male 202 (55.0) No. of patients with | complication 12 (3.3)
Female |64 (44.7) No. of patients with 2 complications 8(22)
Type of psoriasis Plague psoriasis 292 (73.6) No. of patients with more than 2 complications B (1)
Erythrodermic psoriasis -~ 23 (6.3) IL-17 inhibitor - secukinumab?” 1B (4.4%)
Generalised pustular psoriasis 7(1.9) B T 0
Luttate psoriasis [(0.3) Warsening psariasis g
Joint Total 109 (29.7) Cellulitis 0
involvement Manoarthrapathy 44 (120) Upper respiratory tract infection 7
Distal arthropathy 34 (3.3)
, Abscess |
Symmetrical polyarthropathy 39 (10.E) , ..
" Urinary tract infection |
Sacral spondylitis 18 (4.9) 0 — |
Arthritis mutilans B (1.7) . Er'.matltls
Nail invalvement 754 (89.2) _ Adjustment disorder |
Treatment Methotrexate 778 (75.2) Major depressive disorder |
histary Nt (45 (39.8) IL-12/23 inhibitor - ustekinumab* b (1.6)
Phototherapy 142 (38.7) Worsening psoriasis 8
Cyclosporin IBI (35.7) Molluscum contagiosum I
Biologic therapy B4 (17.4) Folliculitis 1
Indications for  Failed phototherapy and/or standard systemic therapy 270 (73.6) Upper respiratory tract infection 1
biologics Adverse event towards standard systemic therapy aa (1a.0) Cellulitis |
Contraindicated for standard systemic therapy (4.6) Transaminitis |
Juintlin\'/ul.vement'/severe disease (3.0) TNF-a inhibitor - adalimumab* 4 (1)
Logistic issue with phototherapy 3 (0.8) Worsening osoriasis :
Riologic agents  IL-17a inhibitors? Secukinumab 148 (40.3) —
_ . Bullous pemphigoid |
initiated |xekizumab 4(11) lichenoid d — i
IL-12/23 inhibitars* Ustekunumab 141 (38.4) S — Ichennid dermaitis
Buselkumab 1 (3.0) IL-23a inhibitor - risankizumab* 1(0.3)
Risankizumab 8(2.2) Warsening psoriasis 1
TNF-a inhibitor* Adalimumab 43 (11.7) Change/cessation of biologic treatment 31 (8.4)
Infliximah 2(0.9) Financial reason 12 (3.3)
Etanercept 1(0.3) Secondary loss of efficacy 8 (2.2)
Anti-CD-l Eﬂtihﬂdy Efalizumab 2 (I]E) Ppimary |E|3k uf Eﬂ:i[:a[:y 7 (|E|)
Concomitant Systemic therapy 109 (29.7) Clinical trial participation 4(11)
Methotrexate 13(zl.2) Psoriasis area and severity index (PASI)
' Ll\':'tmt!" Ii((ll*'f)l) Pre-biologic treatment | 20.48+14.89
—/LUSHAT ' Post-biologic treatment | 7.48+(0.00
Systemic corticosteraids 3 (0.8) — —— _
*There were no adverse events reported for ixekizumab, guselkumab, infliximab, etanercept and efalizumab.
Phototherapy [ (0.3)

*INF: Tumour necrotic factor

#L: Interleukin

DISCUSSION

al.3
» |L-I7 and IL-12/23 inhibitors were the most prescribed biologic therapy in our cohort

> The PASI score pre-biologic treatment in our study is comparable to an Australian

study? with PASI 22.3 7.3,

> Similar to Penso et al®, most patients in our cohort were on methotrexate (MTX) priorto as opposed to INF-a inhibitors in other studies.3!® This can be attributed to the
biologic therapy, MTX has been widely used to treat moderate-to-severe Psl, psoriatic  different study periods (Penso et al® : 2008 to 2019, Mazfar et al%: 1997 to 2021). TNF-
arthropathy (PsA) and nail psoriasis.*2 a inhibitors were the only FDA approved biologics for PsO/PsA before the approval of

> The combination of MTX with biologic therapy has better efficacy for the treatment of  the first IL 12/23-inhibitor, ustekinumab in 2009.M2 |nterleukin inhibitors have higher
psoriasis compared to biologic monotherapy. Almost one-fifth of our cohort remained  persistence than TNF-a inhibitors for Ps0.13
on MTX after the initiation of biologic therapy.t Primary and secondary failure rates in our study was relatively lower compared to

> IL-17 plays an important role in the immune response to fungal infections,”® which  14.3% and 9.9% respectively in a study done in Australia.Z TNF-a inhibitors had the
justifies recurrent candidiasis as the most comman infection with IL-17 inhibitors in our ~ highest prescription in that study and at the same time also contributed most numbers
study, A study in Europe? also found Z-16 folds increase in risk of candidiasis with [L-I7  of biologic switch (68%) due to lack/loss of efficacy. TNF-a inhibitors use is lower in
inhibitors. our study which may explain the lower primary and secondary failure rates.

> Infection remains the most common adverse effect of biologic therapy in our cohort, > Interestingly, a literature review published a year ago found 17 cases of drug-induced
similar to Penso et al* where 6.9% of patients acquired infections. bullous pemphigoid secondary to TNF-a inhibitors, | due to an IL-17 inhibitor and 7 were

> There were no deaths reported in our cohort as opposed to 0.4% reported by Penso et caused by IL-12/28 or IL-23 inhibitors

CONCLUSION

Overall, .4% of the MPR patients received biologic therapy. Secukinumab was the most common biologic initiated. Adverse events occurred in 7.1% of which infection was the most
commaon.
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