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Background: Remdesivir is the first antiviral drug against SARS-CoV-2 approved for use in COVID-19 patients. 

Objectives: To study the pharmacokinetic inter-individual variability of remdesivir and its main metabolite GS- 
441524 in a real-world setting of COVID-19 inpatients and to identify possible associations with different demo-
graphic/biochemical variables. 

Methods: Inpatients affected by SARS-CoV-2 infections, undergoing standard-dose remdesivir treatment, were 
prospectively enrolled. Blood samples were collected on day 4, immediately after (C0) and at 1 h (C1) and 24 h 
(C24) after infusion. Remdesivir and GS-441524 concentrations were measured using a validated UHPLC-MS/MS 
method and the AUC0–24 was calculated. At baseline, COVID-19 severity (ICU or no ICU), sex, age, BMI and renal 
and liver functions were assessed. Transaminases and estimated glomerular filtration rate (e-GFR) were also 
evaluated during treatment. Linear regression, logistic regression and multiple linear regression tests were 
used for statistical comparisons of pharmacokinetic parameters and variables. 

Results: Eighty-five patients were included. The mean (CV%) values of remdesivir were: C0 2091 (99.1%) ng/mL, 
C1 139.7 (272.4%) ng/mL and AUC0–24 2791 (175.7%) ng·h/mL. The mean (CV%) values of GS-441524 were: C0 
90.2 (49.5%) ng/mL, C1 104.9 (46.6%) ng/mL, C24 58.4 (66.9) ng/mL and AUC0–24 1976 (52.6%) ng·h/mL. The 
multiple regression analysis showed that age (P < 0.05) and e-GFR (P < 0.01) were independent predictors of 
GS-441524 plasma exposure. 

Conclusions: Our results showed a high interpatient variability of remdesivir and GS-441524 likely due to both 
age and renal function in COVID-19 inpatients. Further research is required to understand whether the pharma-
cokinetics of remdesivir and its metabolites may influence drug-related efficacy or toxic effect.

© The Author(s) 2022. Published by Oxford University Press on behalf of British Society for Antimicrobial Chemotherapy. 
This is an Open Access article distributed under the terms of the Creative Commons Attribution License (https://creativecommons.org/licenses/ 
by/4.0/), which permits unrestricted reuse, distribution, and reproduction in any medium, provided the original work is properly cited.

Introduction
In early 2020, due to the urgent need to fight the coronavirus dis-
ease 2019 (COVID-19) pandemic, caused by severe acute respira-
tory syndrome coronavirus 2 (SARS-CoV-2), manufacturers 
rapidly initiated multiple studies on repurposing antiviral drugs 
as potential treatments.1 Among these, remdesivir is a prodrug 
of the nucleotide analogue GS-441524, with antiviral activity 
against several single-stranded RNA viruses, including Ebola, 
Marburg virus, HCV, MERS-CoV, SARS-CoV and SARS-CoV-2.2

Remdesivir has been shown to be possibly effective in 
improving COVID-19 outcomes in different settings, including 
inpatient and outpatient clinics.3–6 However, other studies did 
not confirm these encouraging findings and failed to provide 

conclusive data about remdesivir usefulness in COVID-19 clinic-
al management.7–10

Potential pharmacokinetic (PK) inter-individual variability in 
the COVID-19 subjects may have contributed to different results 
obtained from clinical trials. Only few and small studies are cur-
rently available on remdesivir and metabolite PK in patients af-
fected by SARS-CoV-2 infection.11–15

The aim of this research was to investigate the PK inter- 
individual variability of remdesivir and its adenine nucleoside 
analogue GS-441524 in inpatients affected by COVID-19. 
Furthermore, we evaluated the variables associated with prodrug 
and metabolite PK parameters, including liver injury (the most 
common adverse event observed among patients treated with 
remdesivir16,17).
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Methods
Study design
This is a monocentric, prospective, observational study evaluating the PK 
of remdesivir and its main metabolite (GS-441524) in inpatients with 
moderate or severe COVID-19 infection. All patients were recruited at 
the National Institute for Infectious Diseases ‘Lazzaro Spallanzani’ be-
tween April and October 2020.

Ethics
The study was conducted in accordance with the Declaration of Helsinki, as 
well as with national and institutional standards. Informed consent was 
obtained from family members. All data were collected anonymously.

Patients and treatment
Patients aged ≥18 years, admitted to the acute infectious diseases unit or 
ICU, with microbiologically confirmed SARS-CoV-2 pneumonia, were in-
cluded. IV remdesivir was administrated at a loading dose of 200 mg on 
day 1, followed by 100 mg daily from day 2 to 5 or 10, according to the 
evolving recommendations by the Italian drug agency. Serum ALT was 
measured at baseline, at day 4 after treatment start and at discharge. 
Estimated glomerular filtration rate (e-GFR) was calculated using the 
‘Chronic Kidney Disease Epidemiology Collaboration’ (CKD-EPI) equation.

Blood sampling and analytical method for PK 
assessments of remdesivir and GS-441524
For remdesivir and GS-441524 PK assessments at steady state, blood 
samples were collected on day 4, immediately after (C0) and at 1 h (C1) 
and 24 h (C24) after IV remdesivir administration.18

Plasma samples were obtained by centrifugation (5000 rpm for 5 min 
at +4°C) of blood samples (tubes containing lithium heparin). 
Immediately after collection, 1 mL of plasma was isolated and stored 
at –20°C until measurement of remdesivir and GS-441524 concentra-
tions. Plasma concentrations of remdesivir and its metabolite 
GS-441524 were determined by using validated UHPLC-MS/MS.19 Briefly, 
50 μL of sample was mixed with 600 μL of acetonitrile:methanol (50:50, 
v:v) containing internal standard (quinaxoline). Three hundred microlitres 
of supernatant was diluted with 600 μL of HPLC-MS grade water and 
10 μL was injected into the column Acquity UPLC HSS T3 1.8 μm (2.1 ×  
50 mm Waters). Remdesivir and GS-441524 were measured simultan-
eously with a limit of quantification of 5.86 and 1.96 ng/mL, respectively. 
Linearity was 5.86 to 3000 ng/mL for remdesivir and 1.96 to 1000 ng/mL 
for GS-441524, with R2 >0.995 for both drugs. In order to decrease ester-
ase plasma activity, all steps were performed on ice.

Statistical comparisons of PK parameters and different 
categories of variables
Categorical variables are shown by frequency distributions and continu-
ous variables by the mean and standard deviation or by the median 
and IQR. The AUC0–24 from the time of finish of infusion to the last infusion 
was calculated by Phoenix 8.1 using the Non Compartmental Analysis 
(linear log trapezoidal rule).

Statistically significant differences in terms of ALT and e-GFR values 
before and after the remdesivir infusion were evaluated using a 
Wilcoxon matched pairs test. Moreover, same statistical analysis was per-
formed to evaluate the difference between ALT at baseline and at 
discharge.

Potential correlation between COVID-19 severity (ICU versus no ICU), 
sex, age, BMI, e-GFR, ALT and PK parameters of remdesivir and GS-441524 
were evaluated using linear regression, logistic regression and multiple 
linear regression using the step-forward method. Statistical significance 

was set at P < 0.05 and for the regression only the P value related to 
the slope was considered and not the P value related to intercept because 
of little pharmacological interest.

Statistical analysis was performed using MedCalc Statistical Software 
version 19.2.6 (MedCalc Software bv, Ostend, Belgium; https://www. 
medcalc.org; 2020) and GraphPad Prism version 9.0.0 for Windows 
(GraphPad Software, San Diego, CA, USA; www.graphpad.com).

Results
Patient population
Eighty-five patients met the inclusion criteria and were enrolled 
in the study. The baseline characteristics of the patients are 
shown in Table 1. Previous treatments and drugs 
co-administered simultaneously with remdesivir were prescribed 
according to ongoing treatment guidelines.20 Based on drug me-
tabolism and clearance a clinically significant drug–drug inter-
action was unlikely.16,21

Sixty-eight subjects (80%) received remdesivir for 5 days and 
17 subjects (20%) received remdesivir for 10 days.

A significant increase between the ALT measured at baseline 
versus ALT at day 4 [42 IU (IQR 23–69)] was observed (P < 0.01).

To understand the magnitude of the liver damage, patients’ 
ALT increase on day 4 from treatment initiation was evaluated. 
Three patients (3.5%) experienced a 5-fold rise of ALT during re-
mdesivir treatment, while 7 (8.2%) and 27 (31.7%) individuals ex-
perienced a 2.5- to 5-fold and a 1.25- to 2.5-fold increase, 
respectively. In these patients, the liver enzyme returned to base-
line values at hospital discharge (ALT at baseline versus ALT at dis-
charge, P = 0.20).

In contrast, median e-GFR at day 4 [99.4 mL/min/1.73 m2 

(IQR 89.3–104.5)] was improved with respect to baseline values 
(P < 0.01).

Table 1. Baseline characteristics of the patients studied

Age (years), median (IQR) 59 (53–67)
Gender, n (%)

male 58 (68.2)
female 27 (31.8)

BMI (kg/m2), median (IQR) 27.3 (25–30.8)
e-GFR (mL/min/1.73 m2), median (IQR) 93.6 (84.8–102.9)
ALT (IU), median (IQR) 32 (19.7–64.2)
Clinical status, n (%)

severe (ICU) 54 (63.5)
moderate (no ICU) 31 (36.5)

Previous medications, n (%)
hydroxychloroquine 9 (10.5)
lopinavir/ritonavir 8 (9.4)
tocilizumab 1 (1.2)
sirolimus 2 (2.4)
anakinra 1 (1.2)

Concomitant medications, n (%)
corticosteroids 75 (88.2)
antiplatelet drug 6 (7.1)
low molecular weight heparin 85 (100)
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Seventy-three patients (85.9%) experienced a full recovery 
and were subsequently discharged, while the remaining 12 
(14.1%) patients died during their hospital stay.

PK of remdesivir and main metabolite GS-441524 in 
COVID-19 patients
The remdesivir and GS-441524 PK parameters in COVID-19 inpa-
tients (n = 85) are shown in Table 2 and in Figure S1 (available as 
Supplementary data at JAC Online).

PK analysis showed that remdesivir concentration achieves its 
peak at the end of the IV infusion. Subsequently, the prodrug rap-
idly disappears from plasma, with a median half-life of <1 h. 
Conversely, the peak of GS-441524, the main remdesivir 

plasmatic metabolite, is reached about 1 h after the end of the 
infusion, with a prolonged half-life (>24 h).

Variables influencing remdesivir and GS-441524 PK 
parameters
Possible association between biological variables (clinical status, 
sex, age, BMI, e-GFR, ALT) and AUC0–24 or single timepoints of re-
mdesivir or GS-44124 was studied. Univariate analysis showed 
no significant associations between remdesivir and selected 
parameters. The results of the univariate analysis performed con-
sidering all the variables evaluated at every timepoint are re-
ported in Table S1.

Linear regression analysis performed using GS-441524 AUC0–24 
and age showed an R2 coefficient of 0.25, an R coefficient of 0.50 
and P < 0.001 (Figure 1a).

The same analysis, performed using GS-441524 AUC0–24 and 
ALT during the remdesivir treatment, showed an R2 coefficient 
of 0.05, an R coefficient of 0.22 and P < 0.05 (Figure 1b).

Moreover, an inverse correlation between GS-441524 AUC0–24 
and e-GFR at day 4 (R2 = 0.56; R = 0.75; P < 0.001) was found 
(Figure 1c).

In the multivariate linear regression analysis, age (coefficient 
23.3; standard error 6.25; P < 0.05) of the patients and e-GFR at 
day 4 (coefficient −38.7; standard error 11.38; P < 0.01) were 

Table 2. Mean (CV%) PK parameters of remdesivir and GS-441524 in 85 
COVID-19 subjects

Parameter Remdesivir GS-441524

C0 (ng/mL) 2091 (99.1) 90.2 (49.5)
C1 (ng/mL) 139.7 (272.4) 104.9 (46.6)
C24 (ng/mL) not detectable 58.4 (66.9)
AUC0–24 (ng·h/mL) 2791 (175.1) 1976 (52.6)

Figure 1. Linear regression curves and statistical results (univariate analysis) between GS-441524 plasma exposure and associated variables. 
(a) GS-441524 AUC0–24 and age. (b) GS-441524 AUC0–24 and ALT during remdesivir treatment. (c) GS-441524 AUC0–24 and e-GFR during remdesivir 
treatment. The whole linear regression analysis is reported in Table S1.
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identified as independent predictors of GS-441524 plasma ex-
posure, showing a coefficient of determination R2 of 0.57, a mul-
tiple correlation coefficient R of 0.76, an adjusted R2 of 0.56, a 
residual standard deviation of 735 and an F-ratio of the model 
of 30.63.

Discussion
The current available PK evidence has been previously acquired in 
studies performed on healthy donors or from limited COVID-19 
case series including few patients with peculiar characteris-
tics.11–15,22 This is the largest data collection of time-dependent 
remdesivir and GS-441524 PK parameters in a real-life cohort of 
inpatients with COVID-19.

Our results confirmed remdesivir and GS-441524 PK charac-
teristics (peak and half-life) previously observed in COVID-19 
patients.13,15,18

In our study, the PK variability, measured following multiple 
doses of antiviral and expressed as CV%, was higher in 
COVID-19 patients than healthy donors. In particular, the CV% 
of systemic exposures (AUC0–24) in patients was about 10-fold 
(175.1% versus 19.1%) and 3-fold (52.6% versus 15.1%) greater 
than healthy donors for remdesivir and GS-441524, respectively.22

Metabolism and excretion are the most crucial and complex 
steps that can be the major source of PK variability, especially 
for IV drugs. Previous in vivo studies demonstrated that metabol-
ism and glomerular filtration are the main routes of elimination 
for remdesivir and GS-441524, respectively.16,21,22

Some authors demonstrated that systemic inflammation can 
modify drug plasma metabolism.23,24 Therefore, the inflamma-
tory profile related to SARS-CoV-2 infection could influence the 
remdesivir PK in COVID-19 patients.

The analysis reported here confirms that exposure to 
GS-441524 is increased in elderly patients or those with impaired 
renal function, supporting the hypothesis that the metabolite 
may not be adequately eliminated in the case of low e-GFR. 
This result is in line with previously published case reports.11–15

Renal function in COVID-19 subjects could be influenced by 
several factors, such as age, disease severity and drug treat-
ments.25–27 Our population includes many patients presenting 
with severe or even critical conditions and with clinical character-
istics that are more heterogeneous; it may at least partially ex-
plain the high interpatient metabolite PK variability observed in 
the cohort compared with the volunteers usually selected for 
PK studies.

The PK variability may have a potential effect in determining 
the efficacy of remdesivir administration in patients affected by 
COVID-19. According to this hypothesis, several authors sug-
gested that the heterogeneous response to remdesivir could be 
caused by suboptimal lung exposure to the active metabolite, 
which appears to be strictly related to GS-441524 plasmatic con-
centration.15,28 Then, the suboptimal remdesivir antiviral effect 
observed in clinical trials may be explained by inadequate dosing; 
it’s still an open debate.29,30 Evaluation of the intracellular con-
centrations of the pharmacologically active metabolite triphos-
phate (GS-443902) in COVID-19 patients should be performed 
to demonstrate this theory.

Another interesting finding is related to drug-related toxicity. 
Although a reversible increase in ALT concentrations was 

observed during remdesivir treatment, the ALT values were all 
within the normal range in most cases. Liver injury marker eleva-
tion is the most frequently reported adverse effect in remdesivir 
clinical trials and an increase in ALT serum concentration is the 
most common.16,17,31

Multiple-ascending-dose Phase I studies indicate that 
remdesivir-associated transaminase elevation is dose dependent 
in healthy human volunteers.22,29 However, mild liver injury is 
also a common feature of COVID-19, even observed in patients 
not treated with remdesivir or other hepatotoxic drugs. 
Moreover, few studies reported a possible correlation between 
disease severity and rise of transaminases and other markers 
of liver damage.32 Our results did not identify any causal associ-
ation between remdesivir or GS-441524 plasma exposure and 
rates of ALT increase in patients with moderate or severe 
COVID-19 pneumonia. Considering that the rise of transaminases 
was actually modest and of little clinical significance in our pa-
tients, it suggests that remdesivir-associated liver toxicity may 
have been previously overestimated and the liver injury is prob-
ably attributable to SARS-CoV-2 infection itself.32

The main limitations of our study were: (i) the lack of evalu-
ation of association between PK and clinical or virological efficacy 
outcomes due to variability of the time of antiviral treatment ini-
tiation; (ii) the lack of intermediate timepoints between C1 and 
C24 and then potentially bias in calculated AUC0–24 values; and 
(iii) since this study was started during the first SARS-CoV-2 pan-
demic wave, the initial lack of knowledge regarding COVID-19 
treatment should be considered.

In conclusion, our PK study added new information from a 
real-world setting on the variability of plasma exposure to re-
mdesivir and its metabolite, identifying age and renal function 
as predictors of GS-441524 plasma concentration. Even further 
research is required in larger cohorts of COVID-19 patients to 
identify other variables that may influence the PK, clinical efficacy 
and toxicity of remdesivir and its metabolites; we strongly believe 
that this analysis could help to fill the gap in knowledge regarding 
the use of remdesivir to treat COVID-19 and will help to define 
therapeutic strategies more efficient and appropriate to treat 
SARS-CoV-2 infection.

Funding
This work was supported by the Italian Ministry of Health (Ricerca 
Corrente, Linea 1).

Transparency declarations
None to declare.

Supplementary data
Figure S1 and Table S1 are available as Supplementary data at JAC Online.

References
1 Kupferschmidt K, Cohen J. Race to find COVID-19 treatments acceler-
ates. Science 2020; 367: 1412–3.

2686

http://academic.oup.com/jac/article-lookup/doi/10.1093/jac/dkac234#supplementary-data
http://academic.oup.com/jac/article-lookup/doi/10.1093/jac/dkac234#supplementary-data
http://academic.oup.com/jac/article-lookup/doi/10.1093/jac/dkac234#supplementary-data


Pharmacokinetics of remdesivir                                                                                                                       

2 Malin JJ, Suárez I, Priesner V et al. Remdesivir against COVID-19 and 
other viral diseases. Clin Microbiol Rev 2020; 34: e00162-20.
3 Beigel JH, Tomashek KM, Dodd LE et al. Remdesivir for the treatment of 
Covid-19 - final report. N Engl J Med 2020; 383: 1813–26.
4 Spinner CD, Gottlieb RL, Criner GJ et al. Effect of remdesivir vs standard 
care on clinical status at 11 days in patients with moderate COVID-19: a 
randomized clinical trial. JAMA 2020; 324: 1048–57.
5 Mozaffari E, Chandak A, Zhang Z et al. Remdesivir treatment in hospi-
talized patients with COVID-19: a comparative analysis of in-hospital all- 
cause mortality in a large multi-center observational cohort. Clin Infect 
Dis 2021; https://doi.org/10.1093/cid/ciab875.
6 Gottlieb RL, Vaca CE, Paredes R et al. Early remdesivir to prevent pro-
gression to severe Covid-19 in outpatients. N Engl J Med 2022; 386: 
305–15.
7 Ader F, Bouscambert-Duchamp M, Hites M et al. Remdesivir plus stand-
ard of care versus standard of care alone for the treatment of patients ad-
mitted to hospital with COVID-19 (DisCoVeRy): a phase 3, randomised, 
controlled, open-label trial. Lancet Infect Dis 2022; 22: 209–21.
8 Crichton ML, Goeminne PC, Tuand K et al. The impact of therapeutics on 
mortality in hospitalised patients with COVID-19: systematic review and 
meta-analyses informing the European Respiratory Society living guide-
line. Eur Respir Rev 2021; 30: 210171.
9 WHO Solidarity Trial Consortium. Repurposed antiviral drugs for 
Covid-19 - interim WHO Solidarity trial results. N Engl J Med 2021; 384: 
497–511.
10 Wang Y, Zhang D, Du G et al. Remdesivir in adults with severe 
COVID-19: a randomised, double-blind, placebo-controlled, multicentre 
trial. Lancet 2020; 395: 1569–78.
11 Sukeishi A, Itohara K, Yonezawa A et al. Population pharmacokinetic 
modeling of GS-441524, the active metabolite of remdesivir, in 
Japanese COVID-19 patients with renal dysfunction. CPT 
Pharmacometrics Syst Pharmacol 2022; 11: 94–103.
12 Sörgel F, Malin JJ, Hagmann H et al. Pharmacokinetics of remdesivir in 
a COVID-19 patient with end-stage renal disease on intermittent haemo-
dialysis. J Antimicrob Chemother 2021; 76: 825–7.
13 Corcione S, De Nicolò A, Montrucchio G et al. Real-life study on the 
pharmacokinetic of remdesivir in ICU patients admitted for severe 
COVID-19 pneumonia. Br J Clin Pharmacol 2021; 87: 4861–7.
14 Choe PG, Jeong SI, Kang CK et al. Exploration for the effect of renal 
function and renal replacement therapy on pharmacokinetics of remde-
sivir and GS-441524 in patients with COVID-19: a limited case series. Clin 
Transl Sci 2022; 15: 732–40.
15 Tempestilli M, Caputi P, Avataneo V et al. Pharmacokinetics of remde-
sivir and GS-441524 in two critically ill patients who recovered from 
COVID-19. J Antimicrob Chemother 2020; 75: 2977–80.
16 Gilead Sciences, Inc. Remdesivir (Package Insert). 2021.

17 Goldman JD, Lye DCB, Hui DS et al. Remdesivir for 5 or 10 days in pa-
tients with severe Covid-19. N Engl J Med 2020; 383: 1827–37.
18 Jorgensen SCJ, Kebriaei R, Dresser LD. Remdesivir: review of pharma-
cology, pre-clinical data, and emerging clinical experience for COVID-19. 
Pharmacotherapy 2020; 40: 659–71.
19 Avataneo V, de Nicolò A, Cusato J et al. Development and validation of 
a UHPLC-MS/MS method for quantification of the prodrug remdesivir and 
its metabolite GS-441524: a tool for clinical pharmacokinetics of 
SARS-CoV-2/COVID-19 and Ebola virus disease. J Antimicrob Chemother 
2020; 75: 1772–7.
20 https://www.covid19treatmentguidelines.nih.gov/.
21 https://www.ema.europa.eu/en/documents/other/summary- 
compassionate-use-remdesivir-gilead_en.pdf.
22 Humeniuk R, Mathias A, Cao H et al. Safety, tolerability, and pharma-
cokinetics of remdesivir, an antiviral for treatment of COVID-19, in healthy 
subjects. Clin Transl Sci 2020; 13: 896–906.
23 Stanke-Labesque F, Gautier-Veyret E, Chhun S et al. Inflammation is a 
major regulator of drug metabolizing enzymes and transporters: conse-
quences for the personalization of drug treatment. Pharmacol Ther 
2020; 215: 107627.
24 Stoeckle K, Witting B, Kapadia S et al. Elevated inflammatory markers 
are associated with poor outcomes in COVID-19 patients treated with re-
mdesivir. J Med Virol 2022; 94: 384–7.
25 Xu Z, Tang Y, Huang Q et al. Systematic review and subgroup analysis 
of the incidence of acute kidney injury (AKI) in patients with COVID-19. 
BMC Nephrol 2021; 22: 52.
26 Lin L, Wang X, Ren J et al. Risk factors and prognosis for 
COVID-19-induced acute kidney injury: a meta-analysis. BMJ Open 
2020; 10: e042573.
27 Fabrizi F, Alfieri CM, Cerutti R et al. COVID-19 and acute kidney injury: a 
systematic review and meta-analysis. Pathogens 2020; 9: 1052.
28 Boshier FAT, Pang J, Penner J et al. Evolution of viral variants in 
remdesivir-treated and untreated SARS-CoV-2-infected pediatrics pa-
tients. J Med Virol 2022; 94: 161–72.
29 Yan VC, Muller FL. Why remdesivir failed: preclinical assumptions over-
estimate the clinical efficacy of remdesivir for COVID-19 and Ebola. 
Antimicrob Agents Chemother 2021; 65: e0111721.
30 Yan VC, Muller FL. Remdesivir for COVID-19: why not dose higher? 
Antimicrob Agents Chemother 2021; 65: e02713-20.
31 Hsu JY, Mao YC, Liu PY et al. Pharmacology and adverse events of 
emergency-use authorized medication in moderate to severe 
COVID-19. Pharmaceuticals 2021; 14: 955.
32 Bertolini A, van de Peppel IP, Bodewes FAJA et al. Abnormal liver func-
tion tests in patients with COVID-19: relevance and potential pathogen-
esis. Hepatology 2020; 72: 1864–72.

2687

https://doi.org/10.1093/cid/ciab875
https://www.covid19treatmentguidelines.nih.gov/
https://www.ema.europa.eu/en/documents/other/summary-compassionate-use-remdesivir-gilead_en.pdf
https://www.ema.europa.eu/en/documents/other/summary-compassionate-use-remdesivir-gilead_en.pdf

	Introduction
	Methods
	Study design
	Ethics
	Patients and treatment
	Blood sampling and analytical method for PK assessments of remdesivir and GS-441524
	Statistical comparisons of PK parameters and different categories of variables

	Results
	Patient population
	PK of remdesivir and main metabolite GS-441524 in COVID-19 patients
	Variables influencing remdesivir and GS-441524 PK parameters

	Discussion
	Funding
	Transparency declarations
	Supplementary data
	References



