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Message from Editor 

 

Dear Readers, Greetings and Welcome to the second issue of SRMC PHARMVIGIL.  

The science and activities used for systematically identifying and correlating drugs and side 

effects and taking corrective actions fall under the discipline of Pharmacovigilance.The scope 

of pharmacovigilance doesn’t stop short with collection, analysis and assessment of ADR, it 

extends to substandard, counterfeit drugs, vaccines and materiovigilance. Its main aim is to 

minimize the risk related to drug use and to maximize their benefits.  To emphasise the 

importance of spontaneous ADR reporting among HCPs, the dept. of Pharmacology is 

conducting continuous PV sensitization programs among students, interns and clinicians of 

various constituent colleges of SRIHER.  With intend to impart PV awareness and enhance 

patient safety in our esteemed institute, SRMC PHARMVIGIL newsletter was instituted to 

disseminate drug safety information and its updates among HCPs. 

This SRMC PHARMVIGIL July issue brings you more interesting articles and updates with 

relevance to drug safety. It includes SRMC ADR reporting statistics, strategies to avoid 

dispensing error, ethical issues in novel therapeutics, boxed warning, drug-herb interactions 

and a case report. Information regarding FDA novel drug approvals 2022 and recent alerts on 

usage of medical device safety is also provided to gain insights on updates on safe use of 

medicinal products. Further as always the current issue also covers brain storming section to 

assess and enrich the reader’s knowledge. 

Happy learning and stay safe!  

Chief Editor: Dr. R.Kavitha 

Editor: Dr. K.Punnagai 

Co-Editors: Dr. S.Ramya, Dr. K.Kranthi 

Feedback and Suggestions may be sent to Department of Pharmacology SRMC & RI, Porur, 

Chennai, Tamilnadu 

Email id: hod.pharmacology@sriramachandra.edu.in 
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Drug – Herb interactions: A suspect under the hood 

Dr. Alphienes Stanley . X 

Associate Professor 

Herbal medicines are the important constituents of most of the nutritional 

supplements available in the market. World health Organization defines Herbal medicines as 

“finished, labeled medicinal products that contain aerial or underground parts of plants, or 

other plant material, or combinations thereof, whether in the crude state or as plant 

preparations as active ingredients”. Being promoted as natural products, the herbal medicines 

are wrongly presumed to be safe. It is also common to include more than one herbal medicine 

in the nutritional products to achieve a complete health benefit.  

The patients can purchase these supplements from the pharmacy shops or online 

stores easily without the need for any prescription. They are also hesitant to share the 

consumption history of these products to the treating physician when they had to take 

allopathic medicines for their ailments. Herbal medicinal consumption is also failed to be 

documented in the medication conciliation process due to the ignorance of their potential 

harm.  

Similar to the interaction which can occur during co-administration of allopathic 

medications, these herbal products also can interact with other consumed medicines. These 

interactions can have significant impact over the efficacy and safety of the medications. The 

interactions can be of either pharmacokinetic or pharmacodynamic or both.  

Pharmacokinetic interactions are due to the interference in absorption, distribution, 

metabolism, and excretion (ADME). Induction or inhibition of the metabolizing enzymes, 

and interfering with the drug transport are the common modes of pharmacokinetic 

interactions. Pharmacodynamic interactions can be of synergistic effect or antagonistic effect. 

Enhancing the hypoglycemic actions of oral hypoglycemic agents, and enhancing the 

bleeding risk due to antiplatelet actions are some of the examples for pharmacodynamic 

interactions. 

In this brief communication I would like to summarize on some of the common drug-

herb interactions. Most of these interactions are noted and described based on the in-vitro 

studies, case reports and systematic reviews. Meticulously done clinical trial evidence are 

lacking on this aspect. Physicians should always insist on getting complete consumption 

history on herbal medicines also and it is essential to educate the patients on the risk of 

possible drug-herb interactions. These interactions have higher chances of adverse outcome 

while patient is on medications with narrow therapeutic index.  

Commonly encountered drug-herb interactions 

 

Herbal medicine Common use Interaction Outcome of interaction 

Ginkgo  

(Ginkgo biloba) 
Dementia 

Antiplatelet activity and 

peripheral vasodilator 

action 

Increases bleeding risk 

with antiplatelets, 

anticoagulants. Increases 

the hypotensive risk 

when consumed along 

with diuretics and 

antihypertensive agents 
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St. John’s Wort 

(Hypericum 

perforatum) 

Depression 

Monoamine oxidase 

inhibitory action and 

serotonin reuptake 

inhibition. Interaction with 

antidepressants and 

sympathomimetic drugs. 

 

Hypertensive crisis, 

Serotonin syndrome 

Turmeric 

(Curcuma longa) 
Dyspepsia 

Potentiate antiplatelet 

activity 

Increase the risk of 

bleeding when               

co-administered with 

antiplatelet agents 

Garlic  

(Allium sativum) 
Dyslipidemia 

Inhibits platelet 

aggregation, Additive 

anticoagulant, antiplatelet 

actions 

Increases bleeding risk 

Aloe vera  

(Aloe 

barbadensis 

miller) 

Constipation 
Interaction with cardiac 

glycosides, diuretics 

Electrolyte imbalance 

and hypokalemia 

Bitter guard 

(Momordica 

charantia) 

Diabetes 

mellitus 

Potentiates the action of 

oral hypoglycemic drugs 

Increases the risk of 

hypoglycemic episodes 

Kava  

(Piper 

methysticum) 

Anxiolytic 

CNS depressant and 

central dopamine 

antagonist action 

Increase sedation when 

taken along with 

benzodiazepines, 

alprazolam, and alcohol. 

Increase the risk of off 

episodes in parkinson’s 

disease. 

 

References: 

 Izzo AA. Interactions between herbs and conventional drugs: overview of the clinical data. Med Princ 

Pract. 2012;21(5):404-28. doi: 10.1159/000334488. Epub 2012 Jan 11. PMID: 22236736. 

 Izzo AA, Ernst E. Interactions between herbal medicines and prescribed drugs: an updated systematic 

review. Drugs. 2009;69(13):1777-98. doi: 10.2165/11317010-000000000-00000. PMID: 19719333. 

 Fasinu PS, Bouic PJ, Rosenkranz B. An overview of the evidence and mechanisms of herb-drug 

interactions. Front Pharmacol. 2012 Apr 30;3:69. doi: 10.3389/fphar.2012.00069. PMID: 22557968; 

PMCID: PMC3339338. 

 Pasi AK: Herb-Drug Interaction: An Overview. Int J Pharm Sci Res 2013: 4(10); 3770-3774. doi: 

10.13040/IJPSR. 0975-8232.4(10).3770-74. 
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Dispensing Errors: Strategies to Avoid 

Dr. MG. Rajanandh, PhD 

Assistant Professor  

Sri Ramachandra Faculty of Pharmacy 

Introduction 

A dispensing error is described as an inconsistency between the drugs ordered in the 

prescription and the drugs given to the patient. Dispensing medication with an ineffective 

medicinal outcome is one such example of dispensing error. Dispensing errors are not related 

to providing a incorrect drug, dose strength and frequency, or dispensing the wrong drug to 

the wrong patient. Patients may experience disproportionate distress and suffering because of 

dispensing errors. High pharmacist workload, brands/drugs with phonetic resemblance, 

interruptions and distractions in the distribution procedure, and difficulty to read doctor's 

handwriting are all variables that contribute to dispensing errors. Due to significant risk 

involved in dispensing errors, it is very important to prevent their rate of occurrence wherein 

efforts are made to elicit the cause and reduce their incidence by applying appropriate 

strategies. This data can then be utilised to aid in the facilitation and planning of 

improvements to the healthcare system's services. 

Strategies to avoid dispensing errors 

Poor dispensary design and human factors such as insufficient staff training and 

experience, hampered workflow, and a lack of support for an open-disclosure and no-blame 

culture around fault identification are all factors that contribute to dispensing errors. 

Individual dispensing errors are frequently the outcome of error-prone systems and processes. 

As a result, rather than a punitive approach focused at an individual, the key strategy for 

reducing dispensing errors is to establish a system-oriented approach.  

A list of strategies for reducing dispensing errors include  

 ensuring correctentry of the prescription 

 confirming that the prescription is correct and complete 

 being cautious of look-alike and sound alike drugs 

 being cautious with zeros and abbreviations, storing drugs properly 

 thoroughly checking all prescriptions  

 providing thorough patient counselling 

By continuously applying reliable methods to authenticate the patient's identity when 

entering the prescription into the computer, transcription errors can be reduced. Information 

on the patient, such as age, allergies, concurrent drugs, contraindications, and therapeutic 

duplications, is also relevant. It is critical to phone the doctor if the dispenser have any 

questions or concerns about the medication. The physician's clarification should be reported 

as soon as possible. To guarantee that the prescription has been transcribed correctly, verbal 
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prescriptions should be immediately transcribed to a blank prescription pad and read back to 

the caller. One-third of medication errors are due to similar medicine names. These types of 

errors are attributed to confirmation bias: a tendency to interpret information in a way that 

confirms one’s preconceptions and avoids information and interpretations that contradict 

prior beliefs. Medication errors can be caused by misinterpretation, which include misplaced 

zeros, decimal points, and inaccurate units. A zero or decimal point in a transcription or 

interpretation error means the patient may receive at least 10 times the amount of medication 

prescribed, which can have significant implications (eg, levothyroxine, warfarin). Computer 

notifications or storing a uniform strength of the medication in the pharmacy can help prevent 

these mistakes.  

Look-alike pharmaceuticals can be misplaced if they are stored in storage bins, cabinets, 

or drawers. It is also a good idea to lock away or sequester medications that have a high risk 

of creating errors. Checking and counter-checking frequently is a key method for reducing 

dispensing errors. Errors can be reduced by comparing the written prescription with the 

product that appears in the computer, the label that is printed, and the drug that is filled.  

References 

 Manias E, Kusljic S, Wu A. Interventions to reduce medication errors in adult medical and surgical 

settings: a systematic review. Ther Adv Drug Saf 2020;11:2042098620968309. 

 Poole SG, Kwong E, Mok B, Mulqueeny B, Yi M, Percival MA, et al. Interventions to decrease the 

incidence of dispensing errors in hospital pharmacy: a systematic review and meta-analysis. J Pharm 

Pract Res 2021; 51: 7-21. 

 Tariq RA, Rishik Vashisht, Sinha A, Yevgeniya Scherbak. Medication Dispensing Errors and 

Prevention [Internet]. Nih.gov. Statpearls Publishing; 2022 [cited 2022 May 27]. Available from: 

https://www.ncbi.nlm.nih.gov/books/NBK519065/ 

 Reducing risk and managing dispensing errors - The Pharmaceutical Journal [Internet]. The 

Pharmaceutical Journal. 2021 [cited 2022 May 27]. Available from: https://pharmaceutical-

journal.com/article/ld/reducing-risk-and-managing-dispensing-errors  

 Rama, Daya Kappil, rph, Woods TM. 10 Strategies for Minimizing Dispensing Errors. Pharmacy 

Times [Internet]. 2010 Jan 20 [cited 2022 May 27];76(1). Available from: 

https://www.pharmacytimes.com/view/p2pdispensingerrors-0110 
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Stem cell therapy: Ethical issues 

Dr. Ramya.S 

Assistant Professor 

Introduction 

Stem cell therapy is defined as any treatment for a disease or a medical condition that 

fundamentally involves the use of any type of viable human stem cells including embryonic 

stem cells (ESCs), iPSCs (induced pluripotent stem cells) and adult stem cells for autologous 

and allogeneic therapies. This form of therapy is particularly gaining immense importance as 

stem cells being capable of differentiating into a broad variety of cell types may provide a 

mechanism to repair responses of diseased or dysfunctional tissues. The major types of stem 

cell based therapies include human embryonic stem cells (hESCs), induced pluripotent stem 

cells (iPSCs) and mesenchymal stem cells (MSCs).  

Types of stem cell therapy 

hESCs are obtained from pre-implantation embryos or blastocysts. These cells have 

capacity to differentiate into cell types of all three germ layers [endoderm, mesoderm, and 

ectoderm]. Those cells which are derived from embryos before differentiation of 

trophoectoderm and inner cell mass (i.e. morula stage) are truly totipotent, and capable of 

giving rise to the entire organism including extra-embryonic tissues. iPSCs cells are very 

similar to hESCs capable of indefinite expansion and differentiation into ectodermal, 

mesodermal and endodermal cells. They can be generated from somatic cells by a variety of 

genetic and epigenetic methods. MSCs are adult, fibroblast-like, multipotent cells, most 

frequently isolated from bone marrow, adipose tissue and umbilical cord blood. These cells 

can differentiate into a variety of cell types of mesodermal origin and also known to possess 

broad spectrum of immuno-modulatory capacities.  

Ethical issues concerning stem cell therapy 

Although stem cell-based therapies have high notched expectations in terms of 

therapeutic applications, their use is associated with several controversies and ethical 

dilemmas and safety concerns, posing unmatched challenges. The major ethical constraint 

with therapeutic use of human embryonic stem cells is that it requires destruction of human 

embryos and the question rises if we are morally right to do this for a selfish perspective of 

curing a disease. In Indian context the regulations binding the use of hESCs for clinical 

application enunciates permission only for FDA approved indications. Owing to the 

capability of unlimited differentiation of hESCs, there exists a risk of tumors/teratomas that 

could develop. This necessitates their differentiation into desired and mature cell type before 

injection. Therapy with iPSCs is considered morally superior to hESCs since their generation 

does not require destruction of embryos. However, the use of iPSC-derived gametes raises set 

of ethical concerns related to the potential exploitation of created embryos, human nuclear 

transfer, and risk of change natural reproduction including the possibility to derive gametes 

for same-sex reproduction, as well as in the asexual reproduction. The primary concern with 

MSCs is unwanted differentiation of the transplanted MSCs and their potential to suppress 
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anti-tumor immune response and generate new blood vessels that may promote tumor growth 

and metastasis.  

In addition to the above there exists ethical issues relating to informed consent of both 

donors of gametes and embryos as well as recipients of stem cells and stem cell products with 

the need to explain the procedural risks, storage in bio-banks, genetic manipulations that will 

be done. 

Although incredible promises do exist with the use of stem cell-based therapy, the ethical 

issues still remain a riddle and gives moral forces to be considered carefully during its 

applications by researchers and physicians. 

 

References 

 Volarevic V, Markovic BS, Gazdic M, Volarevic A, Jovicic N. Ethical and Safety Issues of Stem Cell-

Based Therapy. International Journal of Medical Sciences. 2018; 15(1): 36-45.  

 King NMP, Perrin J. Ethical issues in stem cell research and therapy.  

Stem Cell Research & Therapy. 2014;5:85 

 National guidelines for stem cell research by ICMR & DBT 2017 
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The multifaceted SGLT2 inhibitors – the possible beneficial mechanisms 
 Dr Swathy Moorthy  

 Associate Professor 

 Department of General Medicine 

  

We all know SGLT2 inhibitors were originally introduced as drugs for diabetes 

mellitus that block glucose reabsorption in proximal renal tubule, resulting in glucosuria, 

natriuresis, and decrease in afferent glomerular pressures, HbA1c, and body weight. 

 Four landmark studies - EMPA-REG OUTCOME, CANVAS, DECLARETIMI 58 

and CREDENCE have proven consistent benefit of SGLT2 in lowering heart failure 

hospitalizations. Genital infections were more common with all SGLT2 inhibitors, whilst 

diabetic ketoacidosis was more common with Dapagliflozin and amputation of toes, feet or 

legs more common with Canagliflozin. The benefit on Heart Failure (HF) hospitalisation was 

increased in those with lower estimated glomerular filtration rates (eGFRs). 

What are the possible mechanisms for these cardiorenal benefits?  

These drugs block glucose reabsorption in the proximal renal tubule, resulting in 

glucosuria, natriuresis, and fall in afferent glomerular pressures, HbA1c, body weight, plasma 

volume, blood pressure, and serum uric acid.  

 The beneficial effects of SGLT2 inhibitors on HF hospitalisation and renoprotection 

might share a common mechanism, as renoprotection and natriuresis would both be expected 

to reduce HF hospitalisation. 

Glucose lowering and increased haematocrit – unlikely the benefit mechanisms 

The consistency of benefit irrespective of baseline diabetic status, the increased 

benefit in patients with worse renal function, the known modest effect of more-intensive 

glycaemic control on MACE and the neutral effect on hospitalised/fatal HF as compared with 

less intensive control disprove glucose lowering to be a beneficial mechanism.  

The lack of differential benefit in ischaemic HF versus non ischaemic HF, and the 

known lack of benefit derived from erythropoietin mimetics in systolic HF negate increased 

haematocrit as beneficial mechanism.  

Natriuresis 

 The natriuretic effect of SGLT2 inhibitors is by reducing the afferent arteriolar 

pressures and intraglomerular hypertension, contributing to the renoprotective effect of the 

class. Furthermore, SGLT2 inhibitors result in fall in plasma and interstitial volume. 

Although the natriuretic effects (on top of background diuretic therapy) could indicate 

decreased LV wall stress and LV mass index, the effect on the outcomes in heart failure is as 

large as that from current neurohormonal antagonists, and much larger than that seen in HF 

populations with natriuresis alone.  
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NHE-1 inhibition 

A related proposed mechanism for the beneficial effects of SGLT2 inhibitors is that 

they bind and directly inhibit the cardiomyocyte sodium-hydrogen exchanger-1 (NHE-1).  

Overactivity of NHE-1 is observed in diabetes mellitus and heart failure. It is implicated in 

cardiomyocyte cytosolic Na
+
 and Ca

2+
 excess and intramitochondrial Ca

2+
 deficiency in the 

heart, insulin resistance, hypertrophic signalling, ischaemia-reperfusion intolerance and 

fibrosis. Along with NHE-3 in the kidney it is involved in glomerular hyperfiltration, sodium 

retention, mesangial proliferation and natriuretic peptides resistance.  

NHE-1 and NHE-3 are stimulated by noradrenaline, angiotensin, aldosterone, insulin 

and certain adipokines, while SGLT2 inhibitors inhibit NHE-3 activity in the kidney and 

NHE-1 activity in the heart and vasculature. Thus, NHE-1 inhibition would be expected to 

have beneficial effects in HF irrespective of the presence of diabetes mellitus with increased 

benefit in hyperinsulinaemic states (diabetes, obesity), and reduced benefit in concomitant 

mineralocorticoid antagonist use. 

Metabolic modulation 

Yet another proposed beneficial mechanism is the metabolic modulation with 

improved myocardial energetics. SGLT2-induced glucosuria results in reduced 

insulin/glucagon ratios, increased peripheral lipolysis and thus increases hepatic ketogenesis, 

circulating free fatty acids and ketone bodies. In the presence of myocardial insulin resistance 

- a key metabolic signature of non-ischaemic heart failure, myocardial metabolism of the 

ketone body β-hydroxybutyrate expands the acetyl-CoA pool, competing with the oxidation 

of glucose and fatty acids, with the potential to increase oxygen efficiency. 

Unfortunately this hypothesised depiction is probably an oversimplification. Ketone 

body oxidation is already increased in the failing heart, yet it is unknown whether this is 

secondary also to reduced ketone body clearance, and whether this is desirable. Increased 

oxidation of acetyl-CoA derived from ketone bodies and free fatty acids could exacerbate the 

failing heart’s ability to oxidise glucose. 

Other mechanisms include modulation of cardiomyocyte survival signalling, 

phenotype and activity of the fibroblasts, reduced epicardial adipose tissue mass, and reduced 

proinflammatory adipokine signalling. It is more plausible that the class effect-size is 

mediated by multiple biological mechanisms rather than a few. 

Conclusions 

The available literature has reconceptualised the SGLT2 inhibitor class as a heart failure drug 

rather than a glucose-lowering drug for type 2 diabetes, with lot more to know about the 

pathophysiology of the wide array of beneficial mechanisms. 

 

REFERENCES 
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 Nakamura M, Sadoshima J. Ketone body can be a fuel substrate for failing heart. Cardiovasc Res. 

2019;115(11):1567-1569. doi:10.1093/cvr/cvz104 

 

 

 

 

 

 

 

 

 

 

 

 



13 
 

 

 

Boxed warnings 

Dr.K.Kranthi 

Assistant Professor 

Boxed warnings (known as Black Box Warnings) are the utmost safety-related 
warning that medications can have assigned by the Food and Drug Administration. These are 

the most stringent warning for drugs and medical devices on the market by FDA.  

Boxed warnings normally apply to a certain drug cohort rather than one specific drug; 

this is because usually the severe risk is associated with the mechanism of action and its 

undesired effects on the body, therefore applying to several medications within a class. 

Medications can have a boxed warning added, taken away, or updated throughout their tenure 

on the market. 

Black box warnings, or boxed warnings, alert the public and health care providers to 
serious side effects, such as injury or death. The FDA necessitates drug companies to add a 

warning label to medications that have a black box warning.Boxed warnings first appeared on 

medications in the 1970s. Black box warnings take their name from the black border around 

the warning information. The information in the box must have a header in all caps and 

information printed in bold typeface. These warnings notify the public of serious, permanent 

or fatal side effects.  

Once a drug receives a black box warning, its manufacturer must also create a 

medication guide that describes how patients can safely use the drug. These guides come with 

the medication at the pharmacy and are available online on the FDA website. 

Boxed warnings are not meant to be absolute contraindications for drugs, but instead, 

to bring the attention to the clinician and pharmacist on potential severe side effects. The 

warnings are intended to communicate the  risks or instructions so that healthcare 

professionals will be aware of them and carefully consider them when prescribing 

medications to patients. 

Few examples:   

DRUG -CLASS DRUG NAME BOX WARNING 

Antiarrhythmic Amiodarone Increased risk of pulmonary toxicity, 

hepatotoxicity, and heart block. 

SSRIs Paroxetine 

Fluoxetine 

Sertraline 

Fluvoxamine 

Escitalopram 

Increased risk of suicidal ideation, 

particularly in younger patients. Same risk 

with most other antidepressants, such as 

SNRIs. 

Antipsychotics Quetiapine 

Haloperidol 

Olanzapine 

Risperidone 

Increased mortality in older patients with 

dementia-related psychosis 

Atypical 

antipsychotic 

Clozapine Agranulocytosis 

Fluoroquinolones Ciprofloxacin 

Moxifloxacin 

Increased risk of tendon rupture/damage. This 

risk is heightened in elderly patients, and in 
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Levofloxacin those who take corticosteroids. 
 

 

Antimalarials Mefloquine Increased risk of neuropsychiatric effects 

such as anxiety, depression, seizures, 

hallucinations, and loss of balance 

Monoclonal antibody Natalizumab Increased risk of progressive 

multilocal leukoencephalopathy (PML) 

Opioids Oxycodone 

Morphine 

Fentanyl 

Risk of addiction, misuse, abuse. Life-

threatening respiratory depression.   
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Novel Drug Approvals for 2022: FDA’s Center for Drug Evaluation and 

Research CDER’s New Molecular Entities and New Therapeutic Biological 

Products 

Dr.R.Kavitha 

            Professor 

 

S.N

O 

Drug Name 

& Date of 

approval 

Mechanism 

of action 

Indications 

 

Dosage & 

administration 

Common adverse 

drug reactions 

1. Daridorexant 

    7/1/2022 

orexin 

receptor 

antagonist 

adult patients 

with 

insomnia  

25 mg to 50 mg 

once per night, 

taken orally 

within 30 

minutes before 

going to bed 

headache and 

somnolence or 

fatigue 

2. Abrocitinib 

14/1/2022 

Janus 

Kinase 

(JAK) 

inhibitor 

adults  

refractory, 

moderate-to-

severe atopic 

dermatitis 

100 mg orally 

once daily 

common cold, 

nausea, 

headache,herpes 

simplex,increased 

blood level of 

creatinine 

phosphokinase , 

dizziness, urinary 

tract infection  

3. Tebentafuspte

bn 

25/1/2022 

Bispecific 

gp100 

peptide-

HLA-

directed 

CD3 T cell 

engager 

HLA-

A*02:01-

positive adult 

patients with 

unresectable 

or metastatic 

uveal 

melanoma  

Day1- 20 mcg 

Day 2- 30 mcg 

Day 8- 68 mcg 

Day 15- 68 mcg 

intravenously 

once every week 

thereafter  

 

cytokine release 

syndrome, rash, 

pyrexia, pruritus, 

fatigue, nausea, 

chills, abdominal 

pain, edema, 

hypotension, dry 

skin, headache and 

vomiting 

4. Faricimab-

svoa 

28/1/2022 

Vascular 

endothelial 

growth 

factor  and 

angiopoietin

-2 inhibitor 

Neovascular 

(Wet) Age-

Related 

Macular 

Degeneration 

and Diabetic 

Macular 

Edema  

6 mg 

administered by 

intravitreal 

injection every 4 

weeks  

conjunctival 

hemorrhage, 

hypersensitivity 

endophthalmitis 

and retinal 

detachments  

https://www.fda.gov/drugs/development-approval-process-drugs/new-drugs-fda-cders-new-molecular-entities-and-new-therapeutic-biological-products
https://www.fda.gov/drugs/development-approval-process-drugs/new-drugs-fda-cders-new-molecular-entities-and-new-therapeutic-biological-products
https://www.fda.gov/drugs/development-approval-process-drugs/new-drugs-fda-cders-new-molecular-entities-and-new-therapeutic-biological-products
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5. Sutimlimab-
jome 

4/2/2022 

classical 

complement 

inhibitor 

to decrease 

the need for 

red blood cell 

(RBC) 

transfusion 

due to 

hemolysis in 

adults with 

cold 

agglutinin 

disease 

(CAD). 

Weight-based 
dosage weekly 

for two weeks 

then every two 

weeks:  

 For patients 

weighing  

39 kg-75 kg is 

6,500 mg and 

weighing >75 kg 

is 7,500 mg by 

IV infusion.  

 

respiratory tract 
infection, viral 

infection, diarrhea, 

dyspepsia, cough, 

arthralgia, arthritis, 

and peripheral 

edema.  

 

 

 

 

 

 

6. Mitapivat 

17/2/2022 

pyruvate 

kinase 

activator 

hemolytic 

anemia in 

adults with 

pyruvate 

kinase (PK) 

deficiency 

5 mg orally 

twice daily with 

or without food 

 laboratory 

abnormalities (≥ 

10%) in patients 

with PK deficiency 

- decreased estrone 

& estradiol 

(males), increased 

urate & back pain, 

arthralgia 

7. Pacritinib 

28/2/2022 

kinase 

inhibitor 

intermediate 

or high-risk 

primary or 

secondary 

myelofibrosis 

in adults with 

low platelets 

200 mg orally 

twice daily 

diarrhea, 

thrombocytopenia, 

nausea, anemia, 

and peripheral 

edema 

8. Ganaxolone 

18/3/2022 

Neuroactive 

steroid 

gamma-

aminobutyri

c acid  

(GABAA) 

receptor 

positive 

modulator 

seizures 

associated 

with cyclin-

dependent 

kinase-like 5 

(CDKL5) 

deficiency 

disorder 

(CDD)  

150 mg three 

times daily (450 

mg daily) orally 

to the maximum 

dosage is 600 

mg three times 

daily 

somnolence, 

pyrexia, salivary 

hypersecretion, and 

seasonal allergy 
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9. Nivolumab 
and 

relatlimab-

rmbw 

18/3/2022 

combination 

of 

nivolumab, 

a 

programme

d death 

receptor-1 

(PD-1) 

blocking 

antibody, 

and 

Relatlimab, 

a 

lymphocyte 

activation 

gene-3 

(LAG-3) 

blocking 

antibody 

unresectable 
or metastatic 

melanoma 

 

 

 

 

 

 

480 mg 

nivolumab and 

160 mg 

relatlimab 

intravenously 

every 4 weeks. 

musculoskeletal 

pain, fatigue, rash, 

pruritus, and 

diarrhea,decreased 

levels of 

hemoglobin, 

lymphocytes and 

sodium, increased 

levels of AST and 

ALT 

10. Lutetium 

(177lu) 

vipivotide 

tetraxetan 

23/3/2022 

Radioligand 

therapeutic 

agent 

prostate-

specific 

membrane 

antigen-

positive 

metastatic 

castration-

resistant 

prostate 

cancer 

following 

other 

therapies 

Administer 7.4 

GBq (200 mCi) 

every 6 weeks 

for up to 6 doses 

fatigue, dry mouth, 

nausea, anemia, 

decreased appetite, 

and 

constipation,decrea

sed levels of 

lymphocytes, 

hemoglobin, 

leukocytes, 

platelets, calcium, 

and sodium. 

 

11. Oteseconazol

e 

26/4/2022 

Azole 

antifungal 

 to reduce the 

incidence of 

recurrent 

vulvovaginal 

candidiasis in 

females (not 

of 

reproductive 

potential) 

 Day 1:  600 mg 

(as a single 

dose) 

Day 2: 450 mg 

(as a single 

dose), then  on 

Day 14: 150 mg 

once a week 

(every 7 days) 

for 11 weeks  

headache and 

nausea 
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12. Mavacamten 

28/4/2022 
cardiac 

myosin 

inhibitor 

certain 

classes of 

obstructive 

hypertrophic 

cardiomyopat

hy 

The starting 

dose is 5 mg 

once daily orally 

without regard 

to food; 

subsequent 

doses with 

titration are 2.5, 

5, 10, or 15 mg 

once daily. 

dizziness and 

syncope  

13. Vonoprazan, 

amoxicillin, 

and 

clarithromyci

n 

3/5/2022 

It is a co-

packaged 

product 

containing 

vonoprazan, 

a 

potassium-

competitive 

acid blocker 

(PCAB), 

amoxicillin 

and 

clarithromy

cin 

Helicobacter 

pylori (H. 

pylori) 

infection in 

adults.  

daily 

administration  

for morning and 

evening  per 

oral, each 

containing the 

following three 

drug :  

Vonoprazan 20 

mg+Clarithromy

cin 500 mg+ 

Amoxicillin 500 

mg 

dysgeusia, 

diarrhea, 

vulvovaginal 

candidiasis, 

headache, 

abdominal pain, 

hypertension 

14. Tirzepatide 

13/5/2022 

Glucose-

dependent 

insulinotrop

ic 

polypeptide 

(GIP) 

receptor and 

glucagon-

like peptide-

1 (GLP-1) 

receptor 

agonist 

to improve 

blood sugar 

control in 

diabetes, in 

addition to 

diet and 

exercise   

The starting 

dosage is 2.5 mg 

once weekly  

After 4 weeks, 

increase to 5 mg 

injected 

subcutaneously 

once weekly 

nausea, diarrhea, 

decreased appetite, 

vomiting, 

constipation, 

dyspepsia, and 

abdominal pain 

15. Tapinarof 

23/5/2022 

Aryl 

hydrocarbon 

receptor 

agonist 

plaque 

psoriasis 

Apply a thin 

layer of Tapinrof 

1% cream to 

affected areas 

once daily 

folliculitis, 

nasopharyngitis, 

contact dermatitis, 

headache, pruritus, 

and influenza 
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16. Vutrisiran 

13/6/2022 
Transthyreti

n-directed 

small 

interfering 

RNA 

polyneuropat

hy of 

hereditary 

transthyretin-

mediated 

amyloidosis 

25 mg 

administered by 

subcutaneous 

injection once 

every 3 months 

arthralgia, 

dyspnea, and 

vitamin A 

decreased 

 

 

References: 
 https://www.fda.gov/drugs/new-drugs-fda-cders-new-molecular-entities-and-new-therapeutic-

biological-products/novel-drug-approvals-2022 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

https://www.fda.gov/drugs/new-drugs-fda-cders-new-molecular-entities-and-new-therapeutic-biological-products/novel-drug-approvals-2022
https://www.fda.gov/drugs/new-drugs-fda-cders-new-molecular-entities-and-new-therapeutic-biological-products/novel-drug-approvals-2022
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Allopurinol induced erythroderma – A case report 

Dr Swathy Moorthy
1
, Dr Maria Thomas

2
 

1
Associate Professor and 

2
Senior 

Resident 

 Department of General Medicine  

Introduction
 

Adverse drug reactions to drugs are frequent, affecting 2-3% of hospitalized patients. 

Allopurinol is a xanthine oxidase inhibitor widely prescribed for long periods as a urate 

lowering agent and hence is frequently cited as a cause of cutaneous reactions. Severe or life-

threatening allopurinol adverse reactions occur less frequently. We report a case of 

allopurinol induced erythroderma 4 weeks after the start of therapy. 

Case report 

A 60-year-old lady with known comorbidities of systemic hypertension (on ACEI), 

hypothyroidism (on thyroxine replacement), stage 3 CKD presented to a general practitioner 

with bilateral foot pain. In view of hyperuricemia (Uric acid level of 9.2), she was started on 

allopurinol. After 4 weeks of treatment, she noticed erythematous macular rash 

predominantly involving the abdomen associated with fever and infective diarrhoea. She was 

admitted to an outside hospital and treated with iv antibiotics and discharged on day 4 with 

oral steroids and fluconazole. After 1 week she noticed there was a dramatic progression of 

the skin lesions which progressed to involve the entire trunk, upper and lower limbs. This 

was associated with facial edema and worsening of general condition. She was admitted to 

our hospital for further management. 

On examination she was conscious and oriented. She had hypotension which was 

fluid responsive. There was extensive skin involvement in the form of severe scaling and 

erythema, of more than 90% of body surface area (figure 1 & 2). Conjunctival , oral, perianal 

and vulval areas where spared. No significant lymphadenopathy or hepatosplenomegaly were 

observed. Laboratory investigations revealed neutrophilia with eosinophilia, raised liver 

enzymes (SGOT/SGPT:107/87) with normal bilirubin and acute on chronic kidney disease 

(UREA/ CREAT:100/2). She was managed conservatively. Allopurinol was stopped and 

initiated on iv antibiotics, systemic steroids, antihistamines. Cutaneous lesions were taken 

care of with topical moisturizers. Adequate hydration and nutrition were given with iv fluids 

and high protein diet. Patient improved over a period of 2 weeks and steroids were gradually 

being tapered. 

Discussion 

Erythroderma is a form of inflammatory skin disease affecting more than 90% of the 

body surface area, characterized by erythema and scaling. The main causes are preexisting 

eczema, drugs, psoriasis, haematological malignancies like lymphoma, leukemia etc. The 

more commonly implicated drugs causing erythroderma are carbamazepine, hydantoin 

derivatives – phenytoin, lithium, pyrazolone derivatives such as phenylbutazone, cimetidine 
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and gold salts. The duration of exposure to the causative drug may last for 2 weeks to several 

months before the reaction emerges. 

 In the present case, the patient presented after receiving 1 month of allopurinol 

treatment with fever, erythema and scaling of the body with hypotension, deranged renal and 

liver functions. Hence, a diagnosis of allopurinol induced erythroderma was made. Prompt 

resolution of the lesions after allopurinol withdrawal and initiation of steroids further 

supported the diagnosis. Drug induced erythroderma has the best prognosis of all the causes 

of erythroderma. 

Allopurinol is FDA approved first line urate lowering drug. Usually given dosage is 

100mg/day, can be increased to maximum of 600 mg/day. It is metabolized in the liver with a 

t½ of 1-3 hours and onset of peak action in 10-14 days. Side effects are seen in 2 % of 

patients but increases to 20% in a patient with CKD, concomitant use of other drugs like 

ACE inhibitors and fluconazole (as in our case). Other combination drugs to be avoided 

include diuretics, aspirin, theophylline, azathioprine, cimetidine. Though uncommon it can be 

associated with life-threatening complications like Steven Johnsons syndrome, DRESS, 

vasculitis, TEN, renal failure. 

The exact pathogenesis of allopurinol induced hypersensitivity, whether toxic or 

immune-mediated, is unclear. The most likely explanations are due to the accumulation of 

oxypurinol which is the principal metabolite of allopurinol, in the setting of renal dysfunction 

or concomitant use of thiazide diuretics, genetic factors, abnormal T lymphocyte–mediated 

immune responses to the oxypurinol compound, and to a lesser extent, allopurinol and 

formation of immune complexes. Skin testing to these compounds has been found to be less 

specific and not beneficial In vitro allopurinol-induced release of interferon-γ from peripheral 

blood T lymphocytes has been suggested as a useful test in the diagnosis of Steven Johnsons 

syndrome and other sensitivity reactions to allopurinol. 

About 5% of general population and 25% of hospitalised patients have hyperuricemia. 

Most of them remain asymptomatic and do not develop gout. Treating asymptomatic 

hyperuricemia has no proven benefits rather can have potential harm if they develop any 

adverse drug reaction as in the present case. Alternatively, febuxostat, rasburicase can be 

used as therapeutic options.  

We aim to highlight an uncommon, but potentially fatal drug reaction like 

erythroderma that can be caused by allopurinol, a commonly prescribed urate lowering agent. 

Judicious use of allopurinol would decrease the incidence of the drug reaction and the 

morbidity associated with it. 
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Figure 1:Exfoliating rash in left forearm   
Figure 2:Exfoliating rash involving both     

lower limbs      
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Alerts on usage of medical devices by NCC–MVPI, IPC: A recent update  

Dr.K.Karthika  

Assistant Professor  

S.NO MEDICAL 

DEVICE  

MANU FACTURER  ALERT ACTION 

REQUIRED  

1.  Inhaler  Cipla  Delivering improper 

dose 

Medicament not 

released  

Breathing problem  

Issue with the pipe 

of the inhaler 

Dose counter error/ 

not working 

Pin broken  

Active 

surveillance  

 

Report all 

suspected 

ADRs  

 

2.  Adaptix
TM 

interbody 

system with 

Titan nano 

Lock
 TM

 

M/S Titan Spine, a division 

of Medtronic 

Displaced fusion 

device  

Active 

surveillance  

 

Report all 

suspected 

ADRs  

 

3.  Total knee 

replacement  

Metatech Medical Pvt Ltd  Implant 

deformation/ failure  

Active 

surveillance  

 

Report all 

suspected 

ADRs  

4.  Vacutainers 

(Glucose 

FX) 2 ml  

Hindustan Syringes & 

Medical Device Limited 

(HMD) 

Defective devices 

(Leaky) 

Active 

surveillance  

 

Report all 

suspected 

ADRs  

 

5.  Antero 

medial distal 

femur 

locking plate 

Nebula surgical Private 

Limited, Rajkot, Gujarat 

 Device break Active 

surveillance  

 

Report all 

suspected 
ADRs  



24 
 

 

 

 

References: 
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6.  Panbio 
COVID-19 

Ag rapid test 

device 

Abbott Vascular False negative result Active 
surveillance  

 

Report all 

suspected 

ADRs  

 

7.  XIENCE 

XPEDITION 

Drug Eluting 

Stent 

Abbott Vascular Balloon would not 

deflate during use, 

malfunctioning of 

the device 

Active 

surveillance  

 

Report all 

suspected 

ADRs  

8.  Internal 

orthopedic 

fixation 

system 

M/s Changzhou, 

Kanghui Medical Innovation 

Co., Ltd. Imported by India 

Medtronic Pvt. Ltd.& 

TRAUSON 

(China) Medical Instrument 

CO., Ltd. Imported by 

Stryker India Pvt. Ltd. 

Implant 

break/Implant 

bent after 

implantation 

Active 

surveillance  

 

Report all 

suspected 

ADRs  

 

9.  Orthopedic 

drill 

Manman manufacturing 

company private limited, 

Maharashtra 

Drill bit breakage 

during use leading 

to serious patient 

outcome. 

Active 

surveillance  

 

Report all 

suspected 

ADRs 

10.  Cranial 

perforator 

Stryker Corporation Drill bit breakage 

during use leading 

to serious patient 

outcome. 

Active 

surveillance  

 

Report all 

suspected 

ADRs  



25 
 

 

2022 (Jan-June) SRMC ADR REPORTING STATISTICS 

Faculties and PGs  

Dept of Pharmacology 

 

 

*ICSR - Individual Case Safety Report 
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Departmental Happenings 

Notable events conducted to create awareness regarding ADR reporting- JAN- JUNE 

2022 

 

 

 

 

 

 

 

 

 

 

 

 

PV Sensitization Pulmonology  
16.06.2022 

PV Sensitization Pharm D - 
14.06.2022 

PV Sensitization Psychiatry - 
25.01.2022 

PV Sensitization CRRI 
11.04.2022 
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Pharmacovigilance poem - The eternal battle 

Dr Balaji Rathnam K , 1st year 

Postgraduate  

M.D Pharmacology, SRMC & RI 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

Pharmacovigilance - Riddles 

Oh heavens! .. Has evil struck again? 

Fever, allergy, vomiting  and not to forget, pain! 

For since the dawn of medicine, has this challenge remained; 

An evil of grand magnitude, a must to be contained. 

 

For pills and syringes save lives in the millions, 

Yet, here come the ADRs charging like stallions; 

Young, old, deathly and maimed 

All fall prey, their well-being claimed.. 

 

But every coin has in it two sides, 

Every platelet plug disrupted by an Aspirin, balanced by the gastritis as 

time bides.. 

And yet! A silver lining indeed does line this cloud, 

A flu-like illness with Rifampicin pales in comparison to every TB-free 

life  endowed. 

 

Are ADRs then left to inevitability? 

Ravaging lives , causing problems aplenty? 

"But No !", cry the voices of warriors, 

Standing vigil, forming barriers. 

 

Barriers to protect every sick soul, 

Preventing every medicine from taking its toll; 

For with every ADR noted or studied or traced  

A knight in vigil saves lives and proceeds to carry this chosen 

responsibility, unfazed. 
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Pharmacovigilance – Riddles  

 

Dr.Ariarasudhan.V 

Final year PG 

Riddle:1 ;who am I 

 
 

Riddle:2 ;who am I 
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Geek squad to solve pharmacology mysteries 

 

1. Pharmacovigilance used for medical deviceVAGITANEMOILEC 

2. Drug causing Steven Johnsons syndrome?-BAPARACMEENIZ 

3. Software used to report ADRs-FIGOLIVW  

4. Catastrophic decline in Vulture population in South Asia due to this drug-

ENDFCILCAO 

5. Protein affected by Thalidomide-CLNOERBE 

6. Drug that has been banned to be used in animal feed supplement in India-INITOLCS  
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Answers 

 

 

Pharmacovigilance - Riddles 

 

 

 

 
 

Geek squad to solve pharmacology mysteries 

 

 

 

 

Answer 

Riddle:1-Tirzepatide 

Riddle:2-Aducanumab 
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Professor & Head 

Dr.K.Punnagai 

Dr.V.Ariarasudhan (Final year PG) 

 

For any suggestions/comments kindly mail to hod.pharmacology@sriramachandra.edu.in 
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NOTIFICATION SLIP FOR SUSPECTED ADVERSE DRUG REACTIONFROM 
SRIRAMACHANDRAMEDICALCOLLEGEHOSPITAL 

 

Annexure 
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