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ABSTRACT 
The Systemic Lupus Erythematosus (SLE) is an autoimmune disease, affecting most of the patients’ organ systems. The 

disease is considered to be a chronic disease and its effect makes unpredictable flares. According to Yayasan Lupus 

Indonesia (YLI), in this decade, the total amount of SLE patients is increasing. Drug use evaluation in SLE patients is 

needed to improve the treatment so that the patient gets the optimal outcome. The overall aim of this research is to 

determine the drugs given for patients with SLE and also to know the characteristics of patients with SLE. This was a 

descriptive study, non-experimental research, conducted from April to August 2017. The subjects had already been 

diagnosed with SLE for more than 3 months. Two hundred and twenty-two patients fulfilled the inclusion criteria. Most of 

them (98.20%) were women, on a productive age. Only 7.66 % of the patients were given no immunosuppressant. The 

most used was a combination of 19.82% of methylprednisolone and mycophenolate mofetil. To reduce the side effect of 

the prolonged use of corticosteroid drugs, 55.41% was given Calcium supplements and Vitamin D, and 30.18% was given 

anti-nausea and vomiting. The average number of drugs given was six. The most drug use in SLE outpatients was 

corticosteroids and the physicians had already combined the therapy with Calcium, Vitamin D, antinausea vomiting to 

reduce its side effect. There was no correlation between age and disease duration with the total drug given to the SLE 

outpatients (p 0.14 and 0.60). 
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1. INTRODUCTION 
 

The Systemic Lupus Erythematosus (SLE) is a systemic 

autoimmune disease, resulting in organ damage caused by 

disease activity and the complication because of its 

treatment. SLE is characterized by periods of flares and 

remission [1]. SLE’s prevalence is still increasing. 

According to Yayasan Lupus Indonesia (YLI), in this 

decade, the total amount of SLE patients is increasing.  

Improvements have been made in pharmacotherapy 

nowadays, which have positively impacted the prognosis of 

SLE. Drug use evaluation in SLE patients is needed to 

improve the treatment so that the patient gets the optimal 

outcome as SLE is a chronic disease and their illness can 

damage many organs. Drug use evaluation on SLE 

outpatients in Indonesia has already been done [2] but this 

research could get more outpatients.  

This research wants to evaluate the prescribing pattern 

in SLE outpatients. By conducting this research, it is 

expected that people know more about SLE, and especially 

the SLE outpatients can improve their knowledge about 

their therapy. 

 

 

 

 

 

 

2. METHOD  
 
2.1. Study design 
 

This was a descriptive study, non-experimental research, 

conducted from April to August 2017. The subjects had 

already been diagnosed with SLE for more than 3 months. 

The survey was approved by the Ethical Committee of 

Public Health Department, Diponegoro University No 

004/EC/FKM/2015 as research in composing a 

Pharmacist’s Counselling Module for SLE patients.  

 

2.2. Material and Subject 
 

Medical Prescriptions from SLE patients and Questioner 

sheets for Subjects data. SLE outpatients who were 

controlled in Hospitals from several cities in Indonesia and 

agreed to give their data and prescription were recruited in 

this study. The number of SLE patients in Indonesia was 

limited, so the authors did not use the sampling technique. 

Data were descriptively analyzed and processed with SPSS 

19. 

 

3. RESULTS 
 

Of the SLE outpatients from many Hospitals in 

Indonesia, only 222 agreed to be subjects in this research. 

In Table 1, it is shown that 98.20% of subjects are women, 

on productive age because SLE is a disease that attacks 

Advances in Health Sciences Research, volume 33

Proceedings of the 4th International Conference on Sustainable Innovation 2020–Health

Science and Nursing (ICoSIHSN 2020)

Copyright © 2021 The Authors. Published by Atlantis Press B.V.
This is an open access article distributed under the CC BY-NC 4.0 license -http://creativecommons.org/licenses/by-nc/4.0/. 451

mailto:caecil_nanny@yahoo.co.id


women more than men from any ages but almost 10-50 

years [3]. There is interaction about genetic factors, 

estrogen (especially on ‘hormone replacement therapy’ but 

not as contraceptive used) and environment such UV from 

sunlight that could trigger inflammation response, induce 

antibody formation, and SLE [4].  

In Table 1, it is shown that the mean disease duration 

was 6.09 years. This data showed that SLE is a chronic 

illness, correspond to Gordon and Isenberg, 2016. 

According to Doria et al, 2006, the survival rates of SLE 

patients at 5, 10, and 15 years after the diagnosis were 96%, 

93%, and 76%. It is that long-term prognosis remains poor 

in SLE patients with severe manifestations, that cause its 

complication in another organ, such as the cardiovascular 

system and kidneys, if the medicines prescribed cannot 

suppress the increasing immune [5].   

There are 5 SLE outpatients (2.25%) who still check 

their health in Hospital, but have already had a remission, 

so the doctor does not write a prescription for all of them. 

Remission occurred in SLE patients [6], although prolonged 

complete remissions are rare in Lupus [7].  

Many drugs are used by SLE outpatients (as seen in 

Table II) because SLE is a multisystemic autoimmune 

disease with many manifestations and attack the organ 

system of the body [8]. The SLE outpatients usually come 

to see more than one clinician: rheumatologist, neurologist, 

cardiologist, and psychiatrist because of depression. We 

analyze the correlation between the total amount of the drug 

given to the patient with their age and disease duration, but 

they do not have any correlation (p. 0.14 and 0.6). 

 

4. DISCUSSION 

 

Synthetic drugs are the mainstay of therapy in SLE 

because it is still effective and widely available. The highly 

unpredictable and variable course of SLE makes the doctors 

think, what drugs should be prescribed for the patient 

individually [9]. 

The treatment is used to suppress the overactive immune 

system of the patients and diminish the inflammation 

caused by it. It may be stronger (e.g. steroids), and milder 

drugs are also widely used (such as antimalarials). The 

intention is to reduce drugs and ultimately discontinue the 

drugs’ use. Patients may get fluctuating lupus, but most 

patients can feel better for the long term and aggressive 

treatment may not be needed. 

Many drugs were used to treat SLE, an autoimmune 

disease. Corticosteroids were the most, used for 86.49% of 

subjects (as seen on the type of drug used in Table III), so it 

meant that corticosteroids were still the mainstay therapy 

for Indonesian SLE outpatients [10]. 

Corticosteroids are still frequently prescribed (86.49%) 

for prolonged periods in SLE patients, which leads to side 

effects and for a substantial part of organ damage. The 

assessment of a safe daily corticosteroids dose for long-term 

use is important and so needs further studies with a larger 

patient population to know [9]. 

Immunosuppressant drugs are used in 92.34% of SLE 

outpatients (as seen in Table III) because their immune 

system is too active, so it needs to be suppressed. The rest 

(7.66%) did not use any immunosuppressant, according to 

the research that immunosuppressants can be stopped 

without Flare Trigger in Lupus Patients. 

Immunosuppressant shows its effectiveness and safeness 

for non-renal patient SLE [11]. 

Antimalarials could reduce the renal severeness on 

lupus nephritis, as an immunomodulator, antithrombotic, 

and antiinflammation [12]. Hydroxychloroquine (HCQ) 

was an important drug in SLE because of its many 

beneficial effects. When patients present with  persistent 

disease activity or need higher dosages and prolonged use 

of glucocorticoids (GCs), additional immunosuppressants 

should be prescribed by the clinicians. Based on the 

available evidence, azathioprine and mycophenolate 

mofetil are the first of choice drugs that are added. The safer 

GC dose for chronic daily use by SLE patients is of major 

importance and should be the subject of further studies in 

large patient populations [9]. HCQ may reduce the risk of 

SLE patients’ flares and organ damage, reduce the dosage 

of steroids, and prevent the thrombotic effects of anti-

phospholipid antibodies. The antimalarials drug is generally 

safe and can be prescribed for pregnant women. However, 

some cautions are needed to prevent retinopathy, a rare but 

serious complication of the prolonged use of HCQ [13].  

Eighty SLE outpatients get only one 

immunosuppressant, 71 patients with corticosteroids, and 

the rest are mycophenolate mofetyl (the most) and 

azathioprine, chloroquine, cyclosporine, and leflunomide. 

As seen in Table IV, the combination of immunosuppressant 

and corticosteroid is the most used drug for SLE 

outpatients.  

Calcium Supplement and Vitamin D3 are used for 121 

SLE patients in 55.41%. These drugs are used to reduce 

osteoporosis risk, the adverse effect of prolonged use of 

corticosteroids.  American College of Rheumatology shared 

guidelines in 2001 recommended calcium and Vitamin D in 

addition to all patient who starts corticosteroid therapy [14]. 

Measuring the level of calcium in the blood of SLE patients 

is important because hypercalcemia could occur when 

flaring [15]. Vitamin D had an immune modulation effect, 

so the deficiency of Vitamin D is a risk factor not as a result 

of SLE. Giving Vitamin D should reduce SLE activity and 

also SLE morbidity and mortality [16]. Osteoporosis is the 

most side effect that occurs because of the long-term use of 

corticosteroids even in low doses [17].   

Thrombosis accident happened more often in SLE 

patients compared to the common population, so they need 

the right anticoagulant agent [18] and Aspirin is the most 

common given to many SLE patients [19], on this research, 

23 patients were given ‘blood thinner’, only 7 subjects use 

‘blood thinner’ that are not aspirin, such as cilostazol, 

clopidogrel, and warfarin. By using another drug, this may 

be because of any fear about aspirin resistance, as the 

research from Akdogan A, 2013 who declared that many 

SLE patients got resistant to aspirin [20].  
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Another clinical manifestation of SLE patients is 

arthritis. Pain in SLE patients consists of the pain in joints 

(called arthritis), the pain in muscles, headaches, or 

abdominal pain, that is why SLE patients need a pain killer 

[21]. In this research, 32 SLE patients received analgesics. 

The most were NSAIDs which had gastrointestinal side 

effects, so many SLE patients got medications for a 

gastrointestinal disturbance. In this research, 67 patients 

(30.18%) received the drug for nausea vomiting, the most 

are Proton pump inhibitor and H2 receptor blocker. These 

drugs are also used for corticosteroids side effects such as 

peptic ulcer disease. 

Hematologic manifestation in SLE patients almost 

occurs in different ways, such as anemia, a chronic illness 

[22]. Inadequate Erythropoietin (EPO) production and 

resistance are causing anemia in SLE. Immunosuppressive 

agents can increase the anemia incidence in SLE because it 

suppresses autoantibody [23]. In this research, 53 SLE 

patients got medicines for increasing Haemoglobin, folic 

acid is the most frequently used (50 subjects) the other is an 

iron supplement and Vitamin B12. Segal et al., 2004 

declared that incidences of anemia were 46% in SLE 

patients, but it was not caused by folic acid deficiency, but 

more by Vitamin B12 deficiency [24].      

Cardiovascular disease can cause death in SLE patients 

[25]. Hypertension almost occurs in lupus patients. ACEI 

and ARB are the first anti hypertension’s choices of SLE 

[26]. The patient who gets hypertension is high on 

cardiovascular risk, so comorbid therapy dyslipidemia 

should be administered and the patient receives anti-

hyperlipidemic drugs. Hydroxychloroquine, antimalarials 

that are used for the treatment of SLE patients, could 

improve lipid profiles and should be prescribed for patients 

with SLE. Statins and bile acid sequestrants are typically 

added first for dyslipidemia to avoid atherosclerosis [27]. 

Its effect is on the suppression of cholesterol synthesis, but 

statins also have a direct effect on the endothelium, plaque 

formation, and thromboxane synthesis. Statins are also 

reported to have anti-inflammatory and antithrombotic 

effects in patients with antiphospholipid syndrome such as 

SLE patients [28]. Aspirin is used in 10.36% of patients. 

Aspirin is also recommended in SLE patients with 

cardiovascular disease, hypertension, diabetes mellitus, 

hyperlipidemia, and smokers [20]. 

Manifestation on neuropsychiatric also occurs in SLE 

patients, on this research, 8 patients (3,6%) got 

anticonvulsant: sodium valproate and phenytoin. Younger 

age could be a predictor for convulsion in SLE patients [29]. 

An allergic reaction is common in SLE patients [30] but in 

this research, only 6 patients (2.7%) receive anti-allergy 

drugs, such as Cetirizin and dexchlorpheniramine maleate. 

In this research, only 4 SLE outpatients (1.8%) receive 

oral Hypoglycemic agents and no one uses insulin. 

Different from Shaharir’s research, 2015 in Malaysia, 

which states the prevalent of Steroid induce Diabetes 

Mellitus (SDM) is 13% and hydroxychloroquine is the 

potential to protect SDM [31].  

Only four subjects get antibiotics, two of them are TBC 

patients. Using a high-dose glucocorticoid and a cytotoxic 

agent such as cyclophosphamide as an immunosuppressant 

can cause infection [32]. It is also different from Youssef et 

al., 2016, who declared that serious and potential infection 

can occur because of the long-term use of corticosteroid and 

dependency on the dose [33]. 

The prevalent of peripheral neuropathy in SLE patients 

is 2-18%, Huynh et al., 1999, declared that 27.8 % of SLE 

patients got peripheral neuropathy. Eight subjects get 

neurotropic Vitamins; B1, B6, and B12 in high doses to 

overcome the peripheral neuropathy disturbance [34]. 

Bitencourt Dias et al, 2011, declared that there were no 

differences between single corticosteroid and double 

immunosuppressants given together for inducing remission 

in SLE nephritis [35]. In this research, corticosteroids or 

immunosuppressants were used only in 37.39% SLE 

outpatients and in combination with other 

immunosuppressants as seen in Table IV Using 

corticosteroids together with antimalaria and another 

immunosuppresant, can lower corticosteroid dose so the 

side effect will not occur [17]. Using corticosteroid only or 

combined with other immunesuppressant can induce 

remission in podocytopathy lupus, but flare is more often in 

single therapy compared with combination therapy [36] (Hu 

et al., 2015). 

Azathioprine and mycophenolate mofetil are the first 

choice of immunosuppressive and corticosteroid-sparing 

agents in SLE and methotrexate is an alternative, especially 

in patients with arthritis or arthralgia.  Cyclophosphamide 

is traditionally used as an inducting treatment of lupus 

nephritis. For the maintenance therapy, azathioprine, and 

mycophenolate mofetil were equally effective for lupus 

nephritis [9]. 

Cyclophosphamide combined with prednisolone is 

widely used in acute lupus nephritis therapy. The effects of 

the combination of other potent immunosuppressants such 

as cyclosporine with prednisolone, have been evaluated and 

were shown a synergistically high interaction. An 

immunosuppressive combination has shown a successful 

treatment for SLE patients and led to optimal 

immunosuppression [37].  

Azathioprine (AZA) is a valuable immunosuppressant 

for the treatment of multiple manifestations of systemic 

lupus erythematosus (SLE) [40]. In SLE, AZA is generally 

prescribed for active non-renal disease, using weight-based 

dosing with varying suggested adjustments for renal 

impairment. The variability is seen in both single-response 

and interaction data in the azathioprine studies may be 

explained by its variability in pharmacogenetics [41]. 

Drug therapy in SLE can be improved by combining 

therapy with antimalarials and immunosuppressive agents 

and reducing Corticosteroid use [9]. The combination of 

Corticosteroid and immunosuppressant can be seen in Table 

V.  
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5. CONCLUSION 
 

The most drug use in SLE outpatients were 

corticosteroids and the physicians had already combined the 

therapy with Calcium, Vitamin D, anti-nausea vomiting to 

reduce its side effect. There was no correlation of age and 

disease duration with the total drug given to the SLE 

outpatients’ (p 0.14 and 0.60). 

 

6. LIMITATION 
 

This study was cross-sectional, and the pattern of drug 

use in SLE patients may have been affected by its 

indication. The other limitation is that drugs would be 

prescribed differently according to SLE disease activity. We 

don’t measure the disease activity and therefore such bias 

may have happened. Third, we don’t use the patient’s 

medical record, only read the drug that’s prescribed by the 

clinicians. Nevertheless, the study provides useful 

information in SLE’s therapy, despite its limitations. 
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