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Introduction: Systemic lupus erythematosus (SLE) is a chronic 
autoimmune inflammatory disease with an unknown etiology and 
various clinical manifestations, course, and prognosis. Classes 
of medication used in the management of SLE include non-
biological immunosuppressives, corticosteroids, biologic therapy, 
and immunoglobulins. The effect of using corticosteroids in the 
management of SLE still evokes debate regarding the emergence 
of mental health disorders. Case: A 24-year-old female patient was 
admitted to the hospital with an initial diagnosis of acute confusional 
stage, anemia, chronic disease, and systemic lupus erythematosus 
(SLE). Anticonvulsants, corticosteroids, and packed red blood 
transfusions had been given to the patient. The course of the disease 
during the hospitalization the next days, the patient experienced 
slurred speech, giggling, place and time disorientation, and visual 
hallucinations. The patient was consulted to a psychiatrist, got 
atypical antipsychotics and benzodiazepines, and then experienced 
improvement. Discussion: Patients with moderate SLE, in this 
case characterized by lupus nephritis, were given corticosteroids. 
Administration of corticosteroids to SLE patients will increase 
the risk of developing neuropsychiatric symptoms such as acute 
confusional state, anxiety, mood disorders, cognitive disorders, 
and seizures. This can occur due to increased permeability of the 
blood-brain barrier mediated by pro-inflammatory cytokines, 
resulting in the formation of autoantibodies against neural antigens, 
in which phospholipid proteins appear intracranially. Conclusion: 
Corticosteroid administration in SLE will cause neuropsychiatric 
symptoms such as slurred speech, giggling to herself, delirium, and 
visual hallucinations. Further design studies are needed to address 
the neuropsychiatric effects of corticosteroids in SLE.
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Systemic lupus erythematosus (SLE) is a 
chronic autoimmune inflammatory disease 
with an unknown etiology and diverse clin-
ical manifestations, course, and prognosis 
[1]. Often referred to as a disease of a thou-
sand faces because its manifestations are 
very wide and can be fatal [2]. Manifesta-
tions range from mild, affecting the skin or 
joints, to severe life-threatening, for example 
neuropsychiatric systemic lupus erythema-
tosus (NPSLE), lupus nephritis, pneumoni-
tis, carditis, and other organs [3]. In general, 
it is often found in young women with high 
hormonal activity [4].
Neuropsychiatric Systemic Lupus Erythe-
matosus (NPSLE) is a group of neurologi-
cal, psychiatric, and cognitive disorders that 
can be experienced by up to 40% of SLE 
patients [5]. Cognitive dysfunction is one of 
the most common forms of neuropsychiat-
ric systemic lupus erythematosus (NPSLE). 
Such cognitive dysfunction can be found in 
20–60% of SLE patients [6]. Cohort studies 
of SLE patients show that nearly half will 
develop NPSLE during the course of their 
disease. It affects 14% to more than 80% of 
adults and 22% to 95% of children. NPSLE 
is the least understood but responsible sub-
category of SLE for significant morbidity 
and mortality [7].
SLE patients need proper and correct treat-
ment and care when undergoing therapy. 
Treatment of SLE patients generally aims 
to treat symptoms that induce remission and 
maintain remission for as long as possible as 
the disease progresses [3]. Classes of drugs 
used in the management of SLE include 
non-biological immunosuppressants, cor-
ticosteroids, non-steroid anti-inflammatory 
drugs, antimalarial drugs, biological therapy, 
and immunoglobulin [8]. The use of these 
drugs depends on the patient’s condition, se-
verity of the disease, and manifestations that 
appear in these patients, including severe or 
life-threatening SLE, for example manifes-
tations of NPSLE, Lupus Nephritis, and se-
vere thrombopenia [9].

Neuropsychiatric lupus is a symptom of lu-
pus that involves the central and peripheral 
nervous systems with clinical manifestations 
that vary from less obvious symptoms such 
as mood and cognitive disorders to more 
obvious symptoms such as stroke, seizures, 
and myelopathy [8]. Management of therapy 
in neuropsychiatric lupus is currently lack-
ing due to limited research on therapeutic 
approaches in neuropsychiatry lupus [10]. 
The study at Hasan Sadikin General Hospital 
Bandung found common psychiatric, central 
nervous, and peripheral nervous manifes-
tations were mood disorder, headache, and 
mononeuropathy, respectively [11]. Use of 
corticosteroids in the management of SLE 
can cause neuropsychiatric disorders such as 
depression, mania, agitation, mood instabil-
ity, anxiety, insomnia, catatonia, deperson-
alization, excessive feelings of happiness 
or delirium, dementia, and psychosis [12]. 
The incidence of steroid-induced psychotics 
is approximately 2% in adults. Steroid psy-
chosis is a syndrome with symptoms such 
as depression, hypomania, irritability, anxi-
ety, insomnia, restlessness, fatigue, impaired 
memory, and decreased concentration and 
focus [12]. 
Coronavirus disease 2019 (COVID-19) is 
caused by the severe acute respiratory syn-
drome coronavirus 2 (SARS CoV-2), a mem-
ber of the Coronaviridae family of viruses, 
which is responsible for the pneumonia out-
break in late December 2019, later official-
ly announced as a pandemic. Mental health 
issues became interesting during pandemic 
COVID-19 [13]. Mental health is a state of 
wellbeing that includes emotional, psycho-
logical, and social. Mental health during a 
pandemic includes parallel processes at two 
different levels for the concepts of insanity 
and outbreak or contagion. One of the pro-
cesses is the reflection of the epidemiologi-
cal process of the pandemic in the realm of 
psychology, reflecting thoughts, behavior, 
and emotional responses [14]. This is just as 
a physical disease has a pathogen, spreads 
via a vector, follows a mode of transmission, 
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ferments during incubation, and explodes to 
defeat the host. The psychological aspects 
of outbreaks have a core of misinformation, 
accepting uncertainty, growing in doubt as 
they incubate in the limbic system, and then, 
through media and communication vectors, 
exploding in the form of individual or mass 
panic, threatening to overwhelm the cop-
ing resources of an individual or the whole 
community [15]. The purpose of writing this 
case report is to review the possibility of 
neuropsychiatry-induced corticosteroids.

CASE
A 24-year-old woman was brought to the 
emergency room at Lebak Banten Hospital 
with complaints of seizures since 3 hours 
before entering the emergency room. Ac-
cording to the patient’s family, seizures last-
ed 5 minutes with eyes rolling upwards and 
hands and feet twitching. Patient tends to be 
unable to calm down and rage continuously 
so that patient’s family is forced to tie pa-
tient to her bed so she doesn’t injure herself. 
Besides seizure, family said patient expe-
rienced severe headaches, accompanied by 
spinning dizziness.
According to the patient’s family, a week 
earlier the patient looked weak, tired, lethar-
gic, had no appetite because the oral muco-
sa was blistered, and had dry and scaly skin 
over the face and whole body. Patient also 
did not want to take medicines from an inter-
nal medicine specialist who was controlled 
for 2 months before emergency room ad-
mission. Patients sometimes cry hysterical-
ly during menstruation and sometimes talk, 
rambling to their husbands and parents. Pa-
tient has been married since 2 years ago but 
has not had children. According to family, 
the patient had no menstrual disturbances 
before or during her illness.
From the history of the patient’s course, ini-
tially 10 months ago the patient had com-
plaints of weakness, fatigue, lethargy, and 

pain in all joints, a reddish rash on both 
cheeks, and hair loss. Then she was being 
treated by an internal medicine specialist, 
received a packed red cell transfusion, and 
examined with an ANA test and anti-dsDNA 
profiles. According to the patient’s husband, 
the patient was diagnosed with systemic lu-
pus erythematosus (SLE) and received ther-
apy with 3x16 mg methylprednisolone, 1x5 
mg folic acid, and 2x5000 ui vitamin D. Pa-
tient had a routine control schedule with an 
internal medicine specialist after the previ-
ous hospitalization, but she did not want to 
take the medicine since last month.
History of heart disease, hypertension, drug 
allergies, diabetes, or joint disease was de-
nied. History of disease related to the struc-
ture of the brain was denied. History of alco-
hol or psychoactive substance consumption 
was denied.
From general physical examination, patient 
looked seriously ill; level of consciousness 
was delirium with GCS E4V3M5 = 12. Vi-
tal signs obtained: blood pressure 110/70 
mmHg, pulse rate 98 x/min, respiratory 28 
x/min, axillary temperature 37.8 °C. Height 
145 cm, weight 35 kg, body mass index 
(BMI) 16.64 kg/m2, and nutrition status was 
malnutrition. Conjunctival pallor was seen, 
ears and nose examination within normal 
limits. The pharyngeal throat is not hyper-
emic, the tonsils are T1-T1, and the and the 
neck lymph nodes are not enlarged. Lung 
and heart examinations within normal lim-
its. On auscultation of the lungs, vesicular 
breath sounds were obtained, as was regular 
auscultation of heart sounds I and II. Supe-
rior and inferior extremities within normal 
limits. Neurologic status: physiological re-
flexes (+), pathological reflexes (-). Local-
ized status at face showed scaly brownish 
rash on both cheeks, front chest wall, and 
erythema in the right and left dorsum pedis 
areas.
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Picture 1. Patient’s Skin Clinical Manifestation
On complete blood count, results showed 
WBC 5.2 x 103 /μL, RBC 2.87 x 106 /μL, 
hemoglobin 7.7 g/dL, hematocrit 23.1%, 
MCV 80.5 fL, MCH 26.8 Pg, MCHC 33.3 
g/d, and platelet 167 x 103 / μL. From blood 
chemistry results, obtained SGOT 57 U/L, 
SGPT 21U/L, urea 59.06 mg/dl, creatinine 
1.1 mg/dL, sodium 141mmol/L, potassium 
4.1 mmol/L, random blood glucose 64 mg/
dL, and albumin 3.3 gr/dL. Complete urinal-

ysis results showed proteinuria +4 (1000 mg/
dl), blood +2 (50 RBC/ul), urine leukocytes 
40-50, and urine color slightly cloudy. Im-
munological examination revealed non-re-
active anti-HCV and HBSAG. On immunos-
erological examination, a positive ANA titer 
of 1/3200 was found, and a positive anti-ds-
DNA titer of 723 in the patient. Supporting 
x-ray results of the patient’s chest showed 
lung and heart within normal limits.

Picture 2. Patient’s Chest X-ray

Ratnawati - Neuropsychiatric Symptoms in Corticosteroid Induced Systemic Lupus Erythematosus

https://creativecommons.org/licenses/by-sa/4.0/


210 Jurnal Psikiatri Surabaya | Vol. 13 No. 2 November 2024

Patient was treated in the internal medicine 
ward by an internal medicine specialist as 
doctor in charge, co-treated with neurolo-
gists and dermatologists. Initially, the pa-
tient was diagnosed with acute confusional 
stage patient, anemia et causa chronic dis-
ease, systemic lupus erythematosus (SLE). 
Patients received therapy during hospitaliza-
tion: infusion of normal saline 500 ml within 
8 hours, intravenous injection of omeprazole 
1x40 mg, phenytoin 2x100 mg, Vitamin D 
2x5000 ui, folic acid 2x1 mg, CaCO3 3x50 
mg, 2x125 mg methylprednisolone and SB1 
white, and packed-red cell transfusion 2 
bags.
During treatment at hospital, patient was 
consulted by neurology department, but it 
was stated that there were no neurological 
disorders in the patient. As three days of 
treatment, the patient began to talk, slurred, 
giggle herself, had place and time disorien-
tation, and claimed that she saw a monkey 
figure in the inpatient ward that other peo-
ple could not see. Before hospitalization, 
patients had not experienced similar com-
plaints. On the 4th day of treatment, the 
patient was then consulted by a psychia-
trist, and psychiatric status’ results were ob-
tained. Patient’s thought processes showed 
the impression of non-realistic, non-logical 
thoughts, incoherent thought flows, and no 
bizarre delusions found in thought content. 
Patient has visual hallucinations and insight 
with score 3, with stressor that patient feels 
tired because continually go back and forth 
to hospital for treatment. Patient’s clinical 
diagnosis leads to acute psychotic disorder, 
with differential diagnosis being organic 
mental disorder. Patient received additional 
therapy with risperidone 2x1 mg and floux-

etin 1x20 mg.
On the 5th day of treatment, the patient was 
admitted to the hospital in calmer condi-
tion and did not ramble on. Results of the 
complete blood count showed hemoglobin 
was 10.2 g/dl. Patient’s outpatient therapy 
includes lansoprazole 1x30mg, folic acid 
2x1mg, CaCO3 3x50mg, methylpredniso-
lone 3x16mg, phenytoin 2x100mg, Vitamin 
D 2x5000ui, risperidone 2x1mg, and floux-
etin 1x20mg. Patients are advised to go to 
internal specialists and psychiatrists for con-
trol.

DISCUSSION
Systemic lupus erythematosus (SLE) is a 
systemic disease with various clinical pic-
ture with multifactorial causes including 
genetic, environmental, and hormonal ex-
posure to the environment (ultraviolet rays, 
drug-induced), and infectious agents that are 
also thought to have a relationship with the 
development [16]. Clinical manifestations 
can be mild, only affecting the skin or joints, 
to severe manifestations that are life-threat-
ening, such as neuropsychiatric systemic lu-
pus erythematosus (NPSLE), lupus nephri-
tis, pneumonitis, carditis, and other organs. 
In general, it is often found in young women 
with high hormonal activity [9] .
Diagnosis of NPSLE can be made if the 
patient’s clinical manifestation meets SLE 
diagnostic criteria. Currently, there are the 
latest clinical criteria for diagnosing SLE 
issued by Systemic Lupus International Col-
laborating Clinics (SLICC) in 2012 [5]. Di-
agnosis can be made if more than 4 criteria 
are found (at least 1 clinical criteria and 1 
immunological criteria) (Table 1).

Clinical Criteria Kriteria imunologi
Acute subcutaneous lupus (malar rash, bullous lupus, TEN) ANA
Chronic subcutaneous lupus (discoid rash, verrucous lupus) Anti-Dsdna
Oral atau nasal ulceration Anti sm
Arthtritis Antifosfolipid AB
Serositis Low complement
Renal problems Direct Coomb’s test
Neurologic problems
Anemia
Trombositopenia

Tabel 1. Systemic 
Lupus International 
Collaborating Clinics 
(SLICC) Criteria
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In this case, the diagnosis of SLE in this pa-
tient was made using SLICC criteria; there 
are 4 clinical criteria, including anemia, 
chronic cutaneous lupus, arthritis, and neu-
rological disorders in the form of seizures. 
As well as 2 immunological criteria, in-
cluding ANA test (+) and anti-DNA test (+) 
(minimum 4 criteria with at least 1 clinical 
criterion and 1 immunological criteria) [5].
SLE is an autoimmune chronic inflamma-
tory disease that has widespread impacts on 
other organs and can be life-threatening. The 
female population who suffers from this dis-
ease is generally of productive age, namely 
in the age range of 15-44 years  [2]. The case 
presented is a case of a 24-year-old woman 
with SLE with hematological, neuropsychi-
atric, and skin involvement and lupus ne-
phritis. A Retrospective Study of Drug Used 
and Potential Drug Interactions in Patients 
with Systemic Lupus Erythematosus found 
210 SLE people consisted of 12.86% males 
and 87.14% women. 29.05% of the patients 
aged 17-25 years [17].
The FDA-approved drugs used for the treat-
ment of SLE in the United States are glu-
cocorticoids, aspirin, and hydroxychloro-
quine. Glucocorticoids are one of the main 
therapies in the management of NPSLE. In 
America alone, glucocorticoids are the most 
often used medication for the management 
of SLE. Glucocorticoids are used in patients 
with clinical manifestations of seizures, re-
fractory headaches, chorea, transverse my-
elitis, etc. The oral dose of glucocorticoids 
used is 1-2 mg/kg/day or 1 gram/day for 3 
days, followed by high-dose oral glucocor-
ticoids [4].
The therapy used in this case included in-
fusion of normal saline 500 ml within 8 
hours, intravenous injection of omeprazole 
1x40 mg, phenytoin 2x100 mg, Vitamin D 
2x5000 ui, folic acid 2x1 mg, CaCO3 3x50 
mg, 2x125 mg methylprednisolone and SB1 
white, and packed-red cell transfusion 2 
bags. The patient was given corticosteroids 
because of moderate SLE with clinical signs 
of lupus nephritis. A few days after admin-

istration of corticosteroids, the patient expe-
rienced psychotic symptoms such as slurred 
speech and the feeling of seeing a monkey 
figure in the inpatient ward that other people 
could not see and giggling to herself.
According to a case report in Nepal, admin-
istration of corticosteroids to SLE patients 
will induce neuropsychiatric symptoms such 
as acute confusional state, anxiety, mood 
disturbances, cognitive disturbances, and 
seizures. This occurs due to increased per-
meability of the blood-brain barrier, which is 
mediated by proinflammatory cytokines, so 
that autoantibodies are formed against neu-
ral antigens, in which phospholipid proteins 
appear in intracranial [18]. Based on the pre-
vious 10-year prospective study, different 
results showed that there was a tendency to 
improve cognitive function in patients re-
ceiving glucocorticoid therapy with azathio-
prine and mycophenolate. Women with SLE 
who received long-term corticosteroid ther-
apy had worse executive function than those 
who did not receive the therapy. Thus, a neu-
ropsychological evaluation is recommended 
before starting corticosteroid therapy to con-
trol for cognitive effects [12].
The release of endogenous glucocorticoids 
can provide a physical and physiological 
stress response. The release of glucocorti-
coid compounds will increase levels of cor-
ticotrophin-releasing hormone (CRH) and 
Arginine Vasopressin (AVP). These two hor-
mones activate the sympathetic nervous sys-
tem and the hypothalamic-pituitary-adrenal 
(HPA) axis. In addition, the hippocampus 
and amygdala, which specifically regulate 
stress responses, also have glucocorticoids 
receptors. Translocation of the steroid re-
ceptor complex to the nucleus of neurons 
with glucocorticoid receptors will change 
gene transcription, and these changes will 
produce neurotransmitters including dopa-
mine and serotonin as well as neuropeptides, 
namely somatostatin and beta-endorphins. 
Increased serotonin levels in the synaptic 
cleft will affect the mood of patients treated 
with corticosteroid agents [19].
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After experiencing neuropsychiatric com-
plaints, the patient was consulted by the 
mental health department and given 2x1 
mg of risperidone and 1x20 mg of fluoxe-
tin. In this case, atypical antipsychotics and 
antidepressants were given to suppress pos-
itive symptoms in patients. The patient re-
ceived risperidone therapy because it is an 
atypical antipsychotic drug that functions to 
inhibit Dopamine D2 receptors, which will 
reduce the negative symptoms of psychosis. 
It also inhibits Serotonin 2A receptors (se-
rotonin-dopamine antagonists) by increasing 
the release of dopamine in the central region 
of the brain, thereby reducing motor side ef-
fects and improving cognitive and affective 
symptoms [20]. Flouxetin is a benzodiaze-
pine. It works by: 1. binding to the benzo-
diazepine receptor on the GABA-A ligand, 
which is the gate of the chloride channel 
complex; 2. Increase the effect of GABA in-
hibitors; 3. Inhibits neuronal activity in the 
amygdala, which is beneficial for anxiety 
disorders [21].

CONCLUSION
A 24-year-old female patient was diagnosed 
with SLE, lupus nephritis, and when she was 
given corticosteroid treatment, she developed 
neuropsychiatric symptoms such as slurred 
speech, giggling to herself, disorientation of 
place and time, and visual hallucinations, so 
the patient was consulted by a psychiatrist 
for treatment. The need for multidisciplinary 
collaboration in the management of moder-
ate and severe SLE so that neuropsychiatric 
symptoms can be prevented and further re-
search with different research designs.
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