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Clinical Case of Primary Adrenal Insufficiency: 
Diagnostic Difficulties, Therapeutic Tactics
Резюме
Туберкулезное поражение надпочечников — редка я причина первичной надпочечниковой недостаточности (ПНН), характеризующаяся не-

достаточной выработкой глюкокортикоидов, минералокортикоидов и андрогенов. Неспецифическая симптоматика ПНН затрудняет сво-

евременную диагностику и лечение, что нередко приводит к жизнеугрожающему состоянию — аддисоническому кризу. В данной статье 

представлено клиническое наблюдение пациентки 67 лет. В течение 8 месяцев пациентка отмечала постепенное нарастание общей слабо-

сти, снижение аппетита. При обращении в клинику по месту жительства в июне 2022 г. был установлен диагноз «синдром раздраженного 

кишечника». Состояние при госпитализации в терапевтическом отделении в октябре 2022 г: выраженная общая слабость, появление боли 

в животе, мышечные боли, тошнота, рвота. Учитывая вышеперечисленные симптомы, был заподозрен аддисонический криз. Не дожидаясь 

результатов диагностического поиска, пациентке было назначено введение гидрокортизона 100 мг внутривенно струйно 4 раза за сутки. 

По результатам исследований, у пациентки была подтверждена первичная надпочечниковая недостаточность, вызванная туберкулезным 

процессом. Пациентке была назначена заместительная гормональная терапия, проведена беседа о принципах самостоятельной коррекции 

гормональной терапии и рекомендована консультация врачом-фтизиатром для решения вопроса об инициировании противотуберкулезной 

терапии. На фоне терапии (межлекарственного взаимодействия) и диагностических процедур (бронхоскопия) и при отсутствии коррекции 

заместительной гормональной терапии у пациентки развился аддисонический криз. После купирования острого состояния, пациентка по-

вторно консультирована врачом-эндокринологом: принято решение увеличить дозировку заместительной гормональной терапии на фоне 

лечения противотуберкулезными препаратами. Представленный клинический случай демонстрирует не только особенности диагностики 

и подбора заместительной терапии при лечении ПНН, но и  необходимость повышения осведомленности врачей различных специальностей 

об алгоритме и тактике ведения пациентов с признаками аддисонического криза.

Ключевые слова: туберкулез надпочечников, первичная надпочечниковая недостаточность, аддисонический криз, болезнь Аддисона
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Abstract
Tuberculous adrenal insufficiency is a rare cause of primary adrenal insufficiency (PAI), characterized by insufficient production of glucocorticoids, 

mineralocorticoids, and androgens. Nonspecific symptoms of PAI complicate timely diagnosis and treatment, which often leads to a life-threatening 

condition, Addisonian crisis. This article presents a clinical observation of a 67-year-old female patient. For 8 months, the patient noted a gradual 

increase in general weakness, and decreased appetite. When visiting a local clinic in June 2022, she was diagnosed with irritable bowel syndrome. 

Condition on admission in the medical ward in October 2022 was manifested as severe general weakness, abdominal pain, muscle pain, nausea, 

vomiting. Given the above symptoms, Addisonian crisis was suspected. Before the results of diagnostic tests were obtained, the patient was given 

hydrocortisone 100 mg intravenously by jet stream 4 times per day. Based on the test results, the patient was diagnosed with primary adrenal 

insufficiency caused by a tuberculosis process. The patient was prescribed hormone replacement therapy, she was advised on the principles of 

independently adjusting the hormone therapy; a consultation with a TB specialist was also recommended to decide on initiating anti-tuberculosis 

therapy. The patient developed an Addisonian crisis due to a combination of factors: the treatment (the drug interaction), the impact of diagnostic 

procedures (bronchoscopy) and due to no correction of the prescribed hormone replacement therapy. After the acute condition was relieved, the 

patient was re-consulted by the endocrinologist who decided to increase the dosage of hormone replacement therapy and continue the treatment 

with antitubercular agents. This clinical case has demonstrated the specifics of diagnostics and selection of replacement therapy in the treatment 

of PNI. It has also shown that doctors of various specialties have to be better informed about the algorithm and tactics of managing patients with 

symptoms of Addisonian crisis.
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Introduction

Primary adrenal insufficiency (PAI) is a rare endo-

crine conditions affecting 100–140 people per million. 

Currently, autoimmune adrenal cortex deficiencies are 

more common in clinical practice, whereas tuberculous 

damages are observed maximum in 10 % of confirmed 

cases [1]. Although replacement therapy considerably 

improves prognosis, 50 % of patients are at residual risk 

of a dangerous, life-threatening condition  — addiso-

nian crisis, which is a result of therapeutic errors [2]. 

Therefore, early diagnosis and therapeutic strategy are 

relevant for various healthcare professionals, because 

non-specific symptoms hinder early diagnosis, and 

errors in patient management can cost the patients 

their lives.

Aetiology and pathogenesis

Defi cient production of adrenal cortex hormones 

is caused by impaired functions at various levels of the 

hypothalmic-pituitary-adrenal axis (Figure 1).

Adrenal insuffi  ciency resulting from adrenal cortex 

damages is called primary. If a pathologic process devel-

ops in the pituitary gland, then this clinical condition is 

called secondary adrenal insuffi  ciency. Th ere is also ter-

tiary adrenal insuffi  ciency, meaning changes in hypothal-

amus functions. Secondary and tertiary adrenal insuffi  -

ciency oft en have common clinical presentation. Adrenal 

insuffi  ciency can be innate or acquired (Table 1).

Acquired primary adrenal insuffi  ciency is oft en caused 

by an autoimmune process; the second most common 

cause of acquired PAI is an infection, mostly TB [1, 2].
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Figure 1. Hypothalamic-pituitary-adrenal axis and types of adrenal insuffi  ciency according to the level of lesion
Note: ACTH — adrenocorticotropic hormone, CRH — corticotropin-releasing hormone, DHA-S — dehydroepiandrosterone sulfate (Adapted from Papadopoulos, A. S., & Cleare, 

A. J. (2011). Hypothalamic–pituitary–adrenal axis dysfunction in chronic fatigue syndrome. Nature Reviews Endocrinology, 8(1), 22–32.doi: 10.1038/nrendo.2011.153) [3]

Table 1. Causes of primary adrenal insuffi  ciency
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Clinical presentation
Clinical presentation of primary adrenal insuffi  ciency 

is a result of reduced glucocorticoid and mineralocorti-

coid levels. At the beginning of the pathologic process, 

the clinical manifestations are unclear, which can delay 

timely diagnosis. Non-specifi c symptoms are: loss of body 

weight, developing general weakness, musculoskeletal 

pain, abdominal discomfort, anxiety, depression. Spe-

cifi c and pathognomonic symptoms of PAI are skin and 

mucosa hyperpigmentation due to an elevated produc-

tion of proopiomelanocortin, a biological precursor of 

chromatophorotropic hormon es. Hyperpigmentation is 

clearly visible in natural skin folds, point of contact with 

clothes, and near post-surgery scarring. Proopiomela-

nocortin is also a precursor of lipotrophic hormones, 

facilitating subcutaneous tissue lipolysis, which is an 

additional factor of body weight loss [1].

Clinical presentations of addisonian crisis are marked 

general weakness, hypotonia, nausea, vomiting, abdomi-

nal and muscle pain.

Diagnostic algorithm
Th e PAI diagnostic algorithm is presented in Figure 2.

Management
Addisonian crisis management. Adrenal insuffi  -

ciency is a life-threatening condition. When addisonian 

crisis is suspected, replacement therapy should be ini-

tiated immediately, and there is no need to wait for 

laboratory test results [1]. According to clinical guide-

lines, patients demonstrating signs of addisonian crisis 

should have hydrocortisone or prednisolone injections 

at equivalent doses. If hydrocortisone or prednisolone 

therapy is impossible, dexamethasone should be consid-

ered. (Dosage regimens are presented in 2021 Clinical 

Recommendations: Primary Adrenal Insuffi  ciency) [1].

Replacement therapy. Once the acute condition has 

been relieved, the patient requires long-term therapy 

selected.

Replacement therapy in PAI patients is based on sev-

eral principles:

1. Characteristics of replacement therapy. Th e dose 

regiment of replacement therapy mirrors the character-

istic expression of adrenal cortex hormones in a healthy 

individual. Th e most active production of cortisol is 

known to be taking place in the morning, while aldoste-

rone has a pulsating cycle of production, and this is taken 

into account when selecting a dose. Th erefore, in order 

to compensate for the glucocorticoid component, hydro-

cortisone is administered in the morning, a half to two 

thirds of the daily dose; and one third is administered 

in the aft ernoon, thus mimicking the physiological pro-

duction of this hormone. As for the compensation of the 

mineralocorticoid component, its purpose is to prevent 

Figure 2. Algorithm for diagnosing PAI. Adapted from the clinical guidelines of the endocrinology association “Primary 

adrenal insuffi  ciency” 2021 [1].
Note: PAI — primary adrenal insufficiency, ACTH — adrenocorticotropic hormone
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hyponatraemia and dehydration. Fludrocortisone is used 

in this case, and the dose is selected depending on the 

blood pressure values.

2. Assessment of replacement therapy effi  cacy. 

Since there are no objective parameters to assess the ade-

quate replacement therapy, internal medicine specialists 

have to rely on clinical presentation. Th e effi  cacy criteria 

of the replacement therapy are:

• Normalised blood pressure

• Improved general condition and emotions

• Appetite, improved skin colour.

Th e following are the signs of possible overdose:

• Uneven colour

• Rapid gain of weight

• Osteopenia.

3. Training the patients in the principles of 

replacement therapy dose correction. Another impor-

tant aspect in the therapy is training both the patient and 

their close ones during the initial and follow-up visits. 

Diagnosed PAI requires understanding that the replace-

ment therapy is life-long, and in some cases the patient 

will need dose adjustments. Any event associated with 

release of stress hormones must be medicated. Patients 

are recommended to carry hydrocortisone injections 

with them in order to arrest an addisonian crisis, a 

pendant, a memo and any other available attributes, 

which can facilitate timely medical assistance [1]. Dose 

should be adjusted in the following situations: fever, 

gastroenteritis or trauma, surgery (a manor or a major 

intervention), addisonian crisis. (Dosage regimens are 

presented in 2021 Clinical Recommendations: Primary 

Adrenal Insuffi  ciency) [1].

Case study
A female patient, 67 y.o., was admitted to the medical 

ward of the hospital of the Central Union of Consumer 

Cooperatives of the Russian Federation (Moscow) on 

October 4, 2022. She was complaining ofgeneral weak-

ness, nausea, loss of 35  kg of body weight over seven 

months, iliac pain, insomnia.

Past medical history: the patient fi rst complained 

of weakness in March  2022. Blood pressure (BP): 

150/90 mm Hg, weight: 86 kg. Antihypertensive therapy 

was not administered. In June 2022, general weakness 

progressed; blood pressure dropped to 100/60 mm Hg; 

and body weight reduced to 71  kg with no changes in 

the lifestyle. She started complaining of nausea and 

vomiting and called for medical assistance at the hos-

pital at the place of residence, where she was diagnosed 

with irritable bowel syndrome. Since 2022, here general 

condition deteriorated; BP: 80/40  mm  Hg; the patient 

started complaining of iliac pain, insomnia, no appetite, 

nausea, and was admitted to the medical ward of the 

hospital of the Central Union of Consumer Coopera-

tives of the Russian Federation for further diagnostics 

and therapy (Fig. 3).

Figure 3. Patient’s medical history
Note: BP — blood pressure, IBS — irritable bowel syndrome
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Life history: a citizen of Turkmenistan, high edu-

cation, widow. Allergies: denies. Family history: her 

brother died of lung TB in 2014. It is known that until 

2014 she was a tutor for deaf and mute children and 

came for regular medical check-ups; chest X-ray did not 

show any abnormalities.

Initial examination: moderately severe general con-

dition, lucid. Body temperature: 36.7 °С. She can move 

unattended only near the bed. Skin examination shows 

regions of hyperpigmentation in natural folds of the body 

(Fig. 4а); skin tightness is extremely low. Visible mucosa: 

point hyperpigmentations on the tongue (Fig.  4b). No 

body hair in axillary creases and on the pubis. Subcuta-

neous fat is feebly marked (height: 165 cm, weight: 53 kg, 

BMI: 19.5). Respiratory rate: 18 respirations per minute. 

By percussion: clear pulmonary sounds in the projec-

tion of the lung tissue; by auscultation: vesicular breath-

ing with individual dry rales in the interscapular space. 

Regular cardiac rhythm, muffl  ed heart tones, no heart 

murmurs. A. radialis, a. dorsalis pedis pulse is symmet-

rical, with satisfactory volume. Pulse: 100 bpm, rhythic; 

BP: 80/50 mm Hg (D=S). When palpated, the abdomen 

is soft , sensitive in iliac region. Th e liver is within the 

costal arch. Bowel movements: tendency to constipa-

tions. Region of the kidneys: visually unremarkable. 

When palpated, the bladder is painless. Kidney punch is 

negative on both sides. Neurological status: speech and 

memory are normal, the patient is oriented to place and 

time, adequate, communicative.

Examination results

ECG dd 05/10/2022: Sinus, regular rhythm; heart 

rate: 69 bpm; electrical axis of the heart: vertical.

Complete blood count dd 05/10/2022: HCT — 36.6 % 

(35–47), Hb — 12.9 g/dL (11.7–16.1), RBC — 4.60 mln/

μL (3.8–5.2), platelets — 309 ths/μL (150–400), WBC — 

4.5 ths/μL (4.5–11), ESR  — 14  mm/h (<  30), K  — 

4.7 mmol/L (3.5–5.1), creatinine — 48 mmol/L (49–50), 

glucose  — 3.7  mmol/L (4.1–6.0), albumin  — 36.8 g/L 

(37.5–50.1).

Urinalysis dd 05/10/2022: colour  — light-yellow; 

clarity — not completely clear; specifi c density — 1.020, 

рН — 5.0, protein — 0.0, KET — 0.0, WBC — 0.0, salt — 

0.0, bacteria — 0.0, mucous — +.

Blood biochemistry dd 05/10/2013: AST  — 35 U/L 

(<  31), glucose  — 3.7 mmol/L (4.1-6.0), Na  — 120 

mmol/L (136–145), Cl  — 88 mmol/L (101–110), cre-

atine kinase — 1211 U/L (<167).

First, the critically low sodium levels stand out, which 

is a life-threatening condition. Considering that the 

patient had pronounced asthenic syndrome, abdominal 

syndrome, skin and mucosa hyperpigmentation, hypo-

glycaemia, hyponatraemia, chloropenia, hypotonia, 

addisonian crisis was suspected. High creatine kinase 

levels show active myolysis in the patient, hence her 

complaints of muscle pain.

According to the clinical guidelines [1], the patient 

was prescribed hydrocortisone 100  mg as intravenous 

push four times daily, not waiting for laboratory test 

results for cortisol and adrenocorticotropic hormone 

(ACTH).

Hormone test results dd 05/10/2022: dehydroepian-

drosterone sulfate (DHA-SO4) < 0.08 μmol/L (0.8–4.9), 

cortisol < 27.6 nmol/L (blood drawn before 10 am, refer-

ence range: 101.2–535.7), ACTH — 769.0 pg/mL (< 46), 

renin (plasma)  — 121.1 μIU/mL (4.4–46.1), aldoste-

rone — 15.0 pg/mL (25.2–392).

Plasma ACTH levels is more than 16-fold (!) higher 

than the upper limit of normal, while cortisol level is 

Figure 4a. Hyperpigmentation zones in natural body folds

Figure 4b. Hyperpigmentation zones on the tongue
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below 140 nmol/L, which is a criterion to diagnose pri-

mary adrenal insuffi  ciency. Also, elevated renin is a com-

pensatory response to low aldosterone levels, according 

to the mechanisms of renin-angiotensin-aldosterone 

system (RAAS) functioning.

Once the acute condition was resolved, the following 

replacement therapy was initiated: hydrocortisone 10 mg 

in the morning, 5 mg at lunchtime, 5 mg in the evening; 

fl udrocortisone 25–50  mg in the morning, with dose 

adjustment depending on well-being.

If a patient is diagnosed with PAI, diagnostic search 

should continue in order to identify the cause of adre-

nal damage [1]. According to the diagnostic algorithm 

of PAI, the autoimmune origin of adrenal insuffi  ciency 

should be ruled out in the fi rst instance. For this pur-

pose, a test for anti-steroid-producing adrenal cell anti-

bodies (AB) was performed.

Test for anti-21-hydroxylase AB: <  1:10 (reference 

range: <1:10). Th erefore, anti-21-hydroxylase AB test 

came back negative.

Once the autoimmune origin of adrenal insuffi  ciency 

was ruled out, adrenal computer tomography (CT) was 

performed (Fig. 5а).

Adrenal computer tomography. Adrenals: regular 

position; both adrenals are diff usely thickened up to 14 

mm, with uneven structure due to numerous calcifi ca-

tions. Surrounding fat tissue: unremarkable. Kidneys: 

regular position and shape, not enlarged. Contours are 

clear, uneven. Parenchyma structure is even. Th e renal 

collecting system is not dilated. No stones. Paranephric 

fat tissue: unremarkable. Inferior vena cava is distin-

guished and normal. Aorta: calcifi ed walls. Retroperi-

toneal lymph nodes are not enlarged. Destructive bone 

changes in the lumbar spine, visible pelvic and hip bone 

sections are not detected.

Conclusion. CT signs of adrenal calcifi cations.

Given the CT pattern of adrenal calcifi cations and the 

family history of the patient, the decision was made to 

continue the diagnostic search for TB. According to the 

scientifi c references, enlarged adrenals are oft en a sign 

of an active infectious process, whereas minor atrophic 

changes and visible calcifi cations in adrenal cortex evi-

dence a chronic process, which is most likely inactive [4].

Chest computer tomography (Fig. 5b).

Chest CT: S2 of the right lung shows focal cord-like 

thickening adjacent to the costal pleura; the surrounding 

pulmonary tissue is unchanged. S1 of the right lung has a 

single focus with unclear even margins. Apical adhesions 

on both sides. Th e lung pattern is trackable and is not 

deformed. Th e lumen of the trachea, main and segmental 

bronchi is trackable and is not deformed. Pleural spaces 

do not hold any eff usion or free gas. Mediastinal organs 

and soft  tissue: clinically unremarkable.

Conclusion. CT signs of focal changes in the upper 

lobes of both lungs; diff erentiation should be made 

between focal TB and post-infection changes.

To rule out TB, the patient underwent Mantoux test, 

DST and sputum analysis for M. tuberculosis.

Mantoux test and DST results: papules of up to 

30x30 mm with subcutaneous haemorrhage and marked 

swelling.

Sputum analysis for M. tuberculosis: negative.

Figure 5a. Computed tomography (CT) of the adrenal 

glands 

Arrows indicate multiple adrenal calcifi cations

Figure 5b. Computed tomography of the chest organs

A single focus with blurred smooth contours of the 

apical segment of the left  lung is highlighted in color



A N A L Y S I S  O F  C L I N I C A L  C A S E S The Russian Archives of Internal Medicine • № 2 • 2025

158 

Once M. tuberculosis infection was confi rmed, the 

patient was referred to a TB specialist. Diagnosis: Focal 

TB of the right lung, M. tuberculosis infi ltration phase. M. 

tuberculosis (–). Adrenal tuberculosis. Primary adrenal 

insuffi  ciency, medically compensated.

Upon discharge, the patient was prescribed replace-

ment therapy with hydrocortisone: hydrocortisone 

10 mg in the morning, 5 mg at lunchtime, 5 mg in the 

evening; fl udrocortisone 25 mg in the morning; she was 

also provided with recommendations on dose adjust-

ment depending on various real-life situations and possi-

ble scheduled therapy according to clinical guidelines (in 

case of addisonian crisis, fever, severe emotional stress, 

minimally invasive surgeries, etc.). Besides, scheduled 

hospitalisation to TB hospital was recommended.

On July 24, 2023, the patient was hospitalised to 

the National Medical Research Centre for Phthisiopul-

monology and Infectious Diseases of the Ministry of 

Health of the Russian Federation for antituberculosis 

therapy (rifampicin 450 mg in the morning before meal; 

isoniaside 300  mg in the morning aft er meal; pyrazin-

amide 1,500 mg in the morning aft er meal; ethambutol 

1,200 mg aft er lunch). Aft er bronchoscopy on August 2, 

2023, the patient started complaining of nausea, vomit-

ing, general weakness again. In inpatient settings, the 

patient was prescribed prednisolone tablets; since no 

signifi cant therapeutic eff ects were observed, the patient 

visited the hospital of the Central Union of Consumer 

Cooperatives of the Russian Federation for replacement 

therapy adjustment regarding PAI and dose selection for 

antituberculosis therapy initiation.

Rifampicin is a potent cytochrome P-450 inducer, 

engaged in adrenocorticosteroid metabolism, resulting 

in accelerated glucocorticoid metabolism and reduced 

glucocorticoid eff ects [5, 6]. Th erefore, the dose was 

increased for the duration of antituberculosis therapy.

Th e patient was discharged in satisfactory condition, 

with stable haemodynamics. Th e following replacement 

therapy with hydrocortisone was selected: 15 mg in the 

morning, 7.5  mg at lunchtime, 7.5  mg in the evening; 

fl udrocortisone: 50  mg in the morning. Th e patient 

underwent a repeated training in self-correction of the 

hormone therapy. Th e antituberculosis therapy recom-

mended for six months: isoniaside 300 mg in the morn-

ing; pyrazinamide 1,500 mg in the morning; ethambutol 

1,200 mg at lunch.

Th e patient completed the antituberculosis therapy 

and is followed-up by a TB specialist (visits at least two 

times a year) and thyroid specialist (consultations twice 

a year).

Discussion
Primary adrenal insuffi  ciency and addisonian crisis 

are oft en ignored by medical professionals due to their 

non-specifi c symptoms. Clinical presentation, i.e. body 

weight loss, general weakness, abdominal discomfort 

can mislead clinicians, and patients are referred to a 

wrong ward with clinical signs of acute abdomen, irri-

table bowel syndrome, etc. In this case study, the patient 

was followed up for irritable bowel syndrome at the place 

of her residence, and only aft er her condition deterio-

rated, and the patient was hospitalised with symptoms of 

addisonian crisis, the correct diagnostic hypothesis was 

made. PAI was fi nally diagnosed eight months aft er the 

onset of clinical symptoms.

Despite rare cases of tuberculosis as a cause of PAI, 

clinicians should take into account the patient’s epidemi-

ological anamnesis and include TB verifi cation methods 

(DST, Mantoux test, chest CT, Quantiferon test, etc.) to 

the diagnostic algorithm.

In their clinical observation, Van Haren Noman S, 

Visser H et al. (2018) described adrenal tuberculosis. 

Upon hospitalisation, the patient was complaining of 

abdominal discomfort and weigh loss. The final diag-

nosis was made two months later after CT, the results 

of which showed enlarged adrenals. A hormone test, 

which confirmed adrenal insufficiency, was preformed 

after X-ray imaging. The authors also discuss chal-

lenges with PAI diagnosis due to non-specific symp-

toms and characteristics of simultaneous therapy of 

adrenal insufficiency and adrenal tuberculosis. In this 

case study, once antituberculosis therapy was initi-

ated, hydrocortisone and fludrocortisone doses were 

increased three- and two-fold, respectively [6]. Besides, 

antituberculosis therapy initiation caused adrenal 

insufficiency decompensation, requiring repeated hos-

pitalisation for addisonian crisis and subsequent cor-

rection of replacement therapy.

In selecting a dose of hormone replacement therapy, 

it is essential to take into account any comorbidities. 

Antituberculosis drugs accelerate glucocorticosteroid 

metabolism, reducing their blood levels, and clinicians 

have to adjust the dose empirically, based on the patient’s 

well-being and blood pressure values [1].

Zhao N, Gao Y et al. (2021) described autopsy 

results of a patient, who died of addisonian crisis. A 

45-year-old male patient was hospitalised with fi nger 

trauma and bleeding. On day 13 of hospitalisation, the 

patient’s condition suddenly deteriorated: vomiting, 

blood pressure 104/70  mm Hg, hypoglycaemia, hypo-

natraemia (108.2  mmol/L (!)). Brain CT confi rmed 



Р А З Б О Р  К Л И Н И Ч Е С К И Х  С Л У Ч А Е ВАрхивъ внутренней медицины • № 2 • 2025

159 

brain swelling caused by hyponatraemia. Hormone test 

results: ACTH — 855.00 pg/mL, cortisol — < 1.00 mg/

dL. A microscopic examination of the lung tissue sample 

showed caseous necrosis with calcifi cations and granulo-

mas in the lower lobe of the right lung. Th e microscopic 

examination also showed caseous necrosis with calcifi ca-

tions in the left  adrenal. Th e patient did not have typical 

skin hyperpigmentation and symptoms of PAI. Th is case 

study illustrates that the patient developed addisonian 

crisis amidst an acute clinical situation, which requires 

higher glucocorticosteroid production (trauma, bleed-

ing). Most likely, symptoms of adrenal insuffi  ciency 

before the incident were non-specifi c and did not raise 

red fl ags in the patients and his doctors. Adrenal insuf-

fi ciency was not diagnosed before hospitalisation. In 

our case study, addisonian crisis was most likely caused 

not only by drug-drug interaction, but also by diagnos-

tic procedures (bronchoscopy), which can also lead to 

decompensation.

Aft er replacement therapy selection, the patient 

should be trained in the principles of hormone repl ace-

ment therapy selection depending on various situations, 

which are physiologically associated with higher blood 

glucocorticoid levels (stress, fever, minor invasive inter-

ventions, diagnostic procedures, etc.) [1]. In this case 

study, drug-drug interactions between hormone replace-

ment therapy and antituberculosis drugs were not taken 

into account, and doses were not adjusted, causing addi-

sonian crisis [7].

Conclusion
Th is case study illustrates challenges with timely 

diagnostics of adrenal insuffi  ciency. Currently, there are 

up-to-date methods to reliably verify the diagnosis; and 

drug therapy regimens have been developed. However, 

referrals of patients with addisonian crisis to wrong 

wards show low level of awareness among medical pro-

fessionals. A speedy diagnosis is still an issue among 

various doctors.
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