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58 Abstract

59 Background: COVID-19 leaded to significant morbidity and mortality. To 

60 investigate contributing factors to severity and examine whether Azvudine 

61 can reduce mortality, we conducted a single-center, retrospective cohort 

62 study.

63 Method: 4201 COVID-19 patients discharged from our hospital were enrolled. 

64 Logistic regression analysis and ROC curve were used to investigate the role 

65 of comorbidities, laboratory parameters and clinical manifestation on 

66 progression of COVID-19. Propensity-score models conditional on baseline 

67 characteristics and Univariate Cox regression model were used to examine 

68 whether Azvudine can reduce the mortality of COVID-19.

69 Result: Age, male sex, cerebrovascular disease, chronic kidney disease, liver 

70 disease, tumor and chronic lung disease were associated with elevated risk 

71 of mortality and chronic kidney disease contributed the most risk. Uric acid 

72 showed a U-shape risk of severity. Both hyperuricemia and hypouricemia 

73 increased the risk of severity. D-dimer，NT-BNP, LDH and FT3 were the most 

74 sensitive and specific markers for the prediction of mortality. Poor appetite, 

75 consciousness deterioration, polypnea and persistent high fever were 

76 associated with elevated risk of severity. Compared with no antiviral group, 

77 Azvudine can reduce the COVID-19 mortality (hazard ratio 0.708(95% 

78 confidence interval 0.516 to 0.971), P=0.032. There was no significant 

79 difference in mortality reduction between Molnupiravir and 

80 Azvudine(P=0.486). 

81 Conclusions: Among COVID-19 patients, age, male sex and comorbidities can 

82 affect progression of COVID-19. D-dimer ， NT-BNP, LDH, FT3, UA, poor 

83 appetite, consciousness deterioration, polypnea and persistent high fever can 

84 help doctors predict severe illness. Azvudine is neck and neck with 

85 Molnupiravir in the mortality reduction among COIVD-19.

86

87 Key points: COVID-19; severity; mortality ;Azvudine
88

89

90

91



3

92

93

94

95

96

97

98

99

100

101

102 Introduction

103 The novel coronavirus disease (COVID-19) is a highly contagious disease 

104 caused by the SARS-CoV-2 virus, leading to significant morbidity and 

105 mortality. Until fall 2022, China maintained strict ‘zero-COVID’ policy. 

106 Starting from Dec. 7, nearly all interventions of ‘zero-COVID’ policy were 

107 removed given the high transmissibility of the Omicron variants BA.5 and 

108 BF.7 present in China. By the end of May 2023, it had caused two waves. 

109 Here, we conducted a single-center, retrospective cohort study during 

110 the outbreak caused by Omicron. Comparing the peaks of these two waves, 

111 we infered that the population of COVID-19 survivors had immune protection 

112 against Omicron and high titer level of antibodies may be maintained for 

113 about 3-4 months (Fig 1). Accurately analyzing the clinical features of 

114 hospitalized patients is valuable strategies to handle large infection waves 

115 caused by Omicron variant.

116 RNA replicase, as the core component of viral transcription and replication, 

117 is highly conserved in viral variant species, and antiviral agents developed 

118 for this target are not susceptible to viral mutation. At present, RNA 

119 polymerase (RdRp) inhibitors recommended by Chinese guidelines include 

120 Molnupiravir and Azvudine. Molnupiravir use within five days of testing 

121 positive for SARS-CoV-2 has been shown to reduce the risk of mortality[1]. 

122 Several studies demonstrated that Azvudine could reduce the duration of 

123 virus clearance in COVID-19 patients[2]. Therefore, concerns arise about the 

124 clinical effectiveness of Azvudine versus Molnupiravir in COVID-19 patients.

125

126 Methods

127 Setting：Data were collected from The Fifth Affiliated Hospital of Sun Yat-sen 

128 University. Since the COVID-19 epidemic in 2019, the hospital had been the 
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129 only designated hospital in Zhuhai city under the "zero COVID-19" policy, 

130 and had rich experience in the treatment of severe COVID-19 patients. The 

131 study was conducted according to the guidelines of the Declaration of 

132 Helsinki and approved by the Institutional Ethics Committee of the Fifth 

133 Affiliated Hospital of Sun Yat-sen University ([2023]K200-1). The study was 

134 registered on ClinicalTrials.gov. (NCT06006611). The informed consents 

135 from patients were not required.

136 Data sources：We extracted data from November 1, 2022 to May 31, 2023. 

137 Data domains used were inpatient diagnoses, inpatient pharmacy records, 

138 electronic case record and laboratory test results.

139 Cohort ： Overall, 4201 patients were enrolled to study the role of clinical 

140 manifestation and underlying comorbidities on progression to severe 

141 COVID-19 case. The criterions of severe cases were based on the resting 

142 state, oxygen saturation ≤93% during air inhalation, (PaO2)/ (FiO2) 

143 ≤300mmHg, pulmonary imaging showing significant progress of > 50% 

144 within 24-48 hours, respiratory failure requiring mechanical ventilation, 

145 shock and other organ failure needing intensive care unit treatment. We 

146 conducted binary logistic regression analysis for the relative risk of 

147 comorbidities and clinical manifestation on progression of COVID-19 patients. 

148 Model likelihood ratio test was used to estimate whether the model is valid. 

149 Hosmer-Lemeshow test was used to estimate goodness of fit. ROC curve 

150 analysis was used to explore sensitivity and specificity of laboratory 

151 parameters for the prediction of mortality among COVID-19 patients.

152 In order to observe whether Azvudine can reduce the mortality of 

153 COVID-19 patients, patients with these conditions were excluded: 1) younger 

154 than 18 years; 2) received other antiviral agents; 3) received both Azvudine 

155 and Molnupiravir. Then 3945 participants were enrolled. First, patients were 

156 divided into Azvudine group and no antiviral group. The endpoint was 

157 all-cause death. Patients were observed from the date of admission until 

158 discharge or death, whichever came first. We used propensity-score models 

159 conditional on baseline characteristics, and the probability of receiving 

160 Azvudine was estimated in an approach of caliper matching without 

161 replacement, with a caliper width of 0.2. The baseline characteristics 

162 included age, sex, systemic steroid, mechanical ventilation and severity. The 

163 standard mean differences (SMDs) were used to assess the balance of each 

164 baseline characteristics between groups before and after propensity-score 

165 matching which less than 0.1 indicating covariate was balanced (Table2,3). 
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166 Univariate Cox regression model was used to estimate a hazard ratio (HR) 

167 with 95% confidence interval (CI) for the result between these two groups. 

168 Second, patients were divided into Azvudine group and Monotamivir group 

169 by the same method. All statistical analyses were conducted with SPSS 

170 version 22. P value less than 0.05 was statistically significant. 

171

172 Result

173 Comorbidities

174 Compared with survival COVID-19, age was associated with elevated risk 

175 of progression to death (relative risk 1.042(95% confidence interval 1.031 

176 to1.053); cerebrovascular disease (relative risk 1.362 (95% confidence 

177 interval 0.999 to1.856); chronic kidney disease (relative risk 4.083 (95% 

178 confidence interval 3.031 to 5.499); liver disease (relative risk 1.956 (95% 

179 confidence interval 1.363 to 2.806) ; tumor (relative risk 1.799 (95% 

180 confidence interval 1.303 to 2.484) and chronic lung disease (relative risk 

181 1.320(95% confidence interval 0.929 to 1.876). Female had a lower risk of 

182 progression to death (relative risk 0.908 (95% confidence interval 0.676 to 

183 1.218) (Fig 2). Furthermore, ROC curve analysis was used to explore 

184 sensitivity and specificity of age for the prediction of mortality among 

185 COVID-19 patients. The cutoff value of age was 66.5, sensitivity 0.721 and 

186 specificity 0.583(Fig 3). 

187

188 Laboratory parameters

189 Accurate and rapid laboratory diagnosis of COVID-19 infection and its 

190 deterioration is one of the milestones of pandemic control. Comparing the 

191 diagnostic and prognostic accuracy of mainly used laboratory parameters 

192 (eosinophils, lymphocyte, uric acid (UA), aspartate transaminase (AST), 

193 D-dimer, creatine kinase (CK), NT-brain natriuretic peptide (NT-BNP), 

194 squamous cell carcinoma antigen (SCC), lactate dehydrogenase (LDH) and 

195 free triiodothyronine (FT3) of COVID-19 patients can assess the most 

196 appropriate biomarker used in severe patients. Our results revealed that the 

197 level of AST, D-dimer, CK, NT-BNP, SCC, LDH were significantly increased, 

198 while eosinophils, lymphocyte and FT3 were significantly decreased among 

199 severe COVID-19 patients when compared with non-severe ones (Fig 4). 

200 Binary logistic regression analysis was used to evaluate the role of UA on 

201 progression to severe COVID-19. Compared with <180umol/L group, 

202 180-360μmol/L and 360-540μmol/L groups were associated with lower risk of 

203 severity (relative risk 0.551(95% confidence interval 0.414 to0.734), (relative 
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204 risk 0.807(95% confidence interval 0.599 to1.086). >540μmol/L group was 

205 associated with elevated risk of severity (relative risk 2.546(95% confidence 

206 interval 1.812 to3.577) (Fig 5). Furthermore, ROC curve analysis was used to 

207 explore sensitivity and specificity of laboratory data for the prediction of 

208 mortality among COVID-19 patients. Our results revealed that D-dimer ，

209 NT-BNP, LDH and FT3 are the most sensitive and specific markers. Youden 

210 index was used to find cutoff value (Fig 6). The cutoff value of D-dimer was 

211 1.025μg/ml, sensitivity 0.800 and specificity 0.670; NT-BNP was 

212 449.500pg/ml, sensitivity 0.789 and specificity 0.680; LDH was 284.75U/L, 

213 sensitivity 0.648 and specificity 0.760; FT3 was 3.085 ρmol/L, sensitivity 

214 0.670 and specificity 0.735. 

215

216 Clinical manifestations

217 The main clinical manifestations of COVID-19 patients include fever, 

218 cough, sore throat, rhinobyon, running nose, diarrhea, muscle soreness, 

219 conjunctivitis, hyposmia and hypogeusia. In addition, we had observed that 

220 some COVID-19 patients felt weak, poor appetite, altered state of 

221 consciousness, somnipathy, weight loss and other manifestations. We 

222 reviewed the inpatient records and 2,312 patients with above symptoms who 

223 were clearly caused by COVID-19 were investigated (table1). Binary logistic 

224 regression analysis was used to evaluate the role of clinical manifestations on 

225 progression to severe COVID-19. Compared with non-severe COVID-19, 

226 consciousness deterioration was associated with elevated risk of progression 

227 to severe illness (relative risk 4.802 (95% confidence interval 3.4792 to 

228 6.628); polypnea (relative risk 2.702 (95% confidence interval 2.158 to3.382); 

229 poor appetite (relative risk 1.536 (95% confidence interval 1.213 to 1.945); 

230 fever (relative risk 1.56 (95% confidence interval 1.208 to 2.013) and wek 

231 (relative risk 1.082 (95% confidence interval 0.848 to 1.380) (Fig 7). 

232 We calculated the duration of fever from onset of COVID-19. 1287 cases 

233 recorded explicit fever duration. Binary logistic regression analysis was used 

234 to evaluate the role of fever duration on progression to severe COVID-19. 

235 Fever duration was associated with elevated risk of progression to severe 

236 illness (relative risk 1.07 (95% confidence interval 1.05 to 1.09) (Fig 8).

237

238 Antiviral agent

239 RNA polymerase (RdRp) inhibitors recommended by Chinese guidelines 

240 include Molnupiravir and Azvudine. Among 4201 hospitalized COVID-19 
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241 patients, 1112 Azvudine recipients, 111 Molnupiravir and 2722 no antiviral 

242 recipients were eligible for inclusion (Fig 9). Univariate Cox regression 

243 model was used to estimate whether Azvudine can reduce the mortality of 

244 COVID-19 illness. To assess the validity of the proportional hazard 

245 assumption, the assumption was assessed by log-minus-log-survival function 

246 and found to hold (Fig 10). Compared with no antiviral group, receiving 

247 Azvudine can reduce the mortality of COVID-19 illness (hazard ratio 0.708(95% 

248 confidence interval 0.516 to 0.971), P=0.032(Fig 11). Log-rank test was used 

249 to estimate the difference between Molnupiravir and Azvudine. There was no 

250 significant difference in mortality reduction between Molnupiravir and 

251 Azvudine(P=0.486) (Fig 12).

252

253 Discussion

254 Our study revealed that age, cerebrovascular disease, chronic kidney 

255 disease, liver disease, tumor and chronic lung disease were associated with 

256 elevated risk of COVID-19 mortality. Chronic kidney disease contributed the 

257 most risk. Adequate renal, liver and lung function are essential for host 

258 survival and adaptation to the rapidly changing internal environment. Age 

259 attribute to the decline in organ function and immunity[3]. Our result 

260 supported the idea that female was associated with reduced risk of COVID-19 

261 mortality. Autoimmune disease, hypertension and cardiovascular diseases 

262 also showed a weak association with lower COVID-19 mortality although it 

263 did not reach a statistical significance. It seemed to be what we not 

264 expected.

265 The possible reasons given in these studies are as follows: (1) 

266 Angiotensin converting enzyme 2 (ACE2) is the receptor for the attachment 

267 and entry of SARS-CoV-2 into the host cells[4]. Lupus and certain types of 

268 malignancies can promote ACE2 expression and activity[5].(2)Several clinical 

269 and experimental data indicated that methotrexate has certain protective 

270 effects on SARS-CoV-2 infection via down regulating ACE2[6]; Tumor 

271 necrosis factor inhibitor (anti-TNF) use was associated with a reduced odds 

272 of hospitalization in patients with rheumatic disease.(OR 0.40, 95% CI 0.19 to 

273 0.81)[7]; Hydroxychloroquine is known to increase the pH of endosomes, 

274 which inhibits membrane fusion, a required mechanism for viral entry into 

275 the cell[8]; For patients who have wild-type of ACE2 and TMPRSS2, a 

276 combination of camostat with hydroxychloroquine may have clinical 

277 benefit[9]; Although cytokine blockers and Janus kinases (Jak) inhibitors have 

278 raised theoretical concerns with regard to autoimmune disease therapy, it 
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279 should be noted that these agents are currently considered for clinical 

280 therapy of COVID-19 cases with hyperinflammation and ARDS[10]. These 

281 may help explain why autoimmune disease with underlying medicine showed 

282 a weak association with lower COVID-19 severity and mortality. (3) The 

283 administration of ACEI/ARB drugs had positive effect on reducing D-dimer 

284 and the number of people with fever[11]. ACEI/ARB therapy was not 

285 associated with increased risk of all-cause mortality or severe manifestations 

286 in patients with COVID-19[12]; Recent studies indicated that the use of 

287 statins lowered mortality by 42% in hospitalized patients with COVID-19 (HR 

288 = 0.58 with (0.43–0.8) 95% CI; p = 0.01). A[13] meta-analysis by Kow et al. 

289 including 8990 COVID-19 patients found statins reduce the risk of fatal or 

290 severe disease by 30%.These [13] results may be caused by the pleiotropic 

291 activity of statins, and recent studies suggested various mechanisms that 

292 may directly affect SARS-CoV-2 endocytosis (ACE2), replication (main 

293 protease and RNA polymerase) or indirect mechanisms unrelated to 

294 coronavirus infection, such as anti-inflammatory, anti-coagulant effects or 

295 endothelial function improvement[14]; Aspirin was associated with a small 

296 increase in the rate of being discharged alive within 28 days[15]. Therefore, 

297 we supported that autoimmune disease, hypertension and cardiovascular 

298 diseases themselves were associated with elevated risk of COVID-19 severity, 

299 but the underlying medicine could influence the risk. It required further 

300 study for us to clarify this issue.

301 Our findings provide evidence that markedly elevated D-dimer levels 

302 occurred in severe COVID-19 patients. FT3 serum levels are lower in patients 

303 with severe symptoms[16]. Whether thyroxine replacement therapy is 

304 beneficial to patients needs further research. Hyper-inflammation and 

305 cytokine storm may be linked to more severe disease. Neutrophilia, 

306 lymphopenia and high levels of LDH were common symptoms in severe 

307 COVID-19 disease[17]. Eosinophils release several cytokines involved in 

308 homeostasis maintenance and Th2-related inflammation. In the context of 

309 SARS-CoV-2 infection, emerging evidence indicates that eosinopenia seems 

310 to be an indicator of severity among patients with COVID-19, whereas an 

311 increased eosinophil count is associated with a better prognosis, including a 

312 lower incidence of severity and mortality[18]. SCC increased significantly in 

313 severe cases of COVID-19 as compared with mild cases. It was consistent 

314 with one study that severe SARS-CoV-2 infection may represent a marker of 

315 an undiagnosed lung cancer[19]. Low serum levels of uric acid are common 

316 and associate with disease severity and with progression to respiratory 

https://www.sciencedirect.com/topics/medicine-and-dentistry/neutrophilia
https://www.sciencedirect.com/topics/medicine-and-dentistry/lymphocytopenia
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317 failure requiring invasive mechanical ventilation. It might depend on 

318 antioxidant, endogenous modulator of innate immunity of uric acid which can 

319 inhibit the cytokine storm observed during COVID-19[20]. In our study, uric 

320 acid showed a U-shape risk on severity of COVID-19. The possible reasons 

321 are as follows: The evidences obtained by basic science suggest 

322 hyperuricemia can induce inflammation, endothelial dysfunction, 

323 proliferation of vascular smooth muscle cells, and activation of the 

324 renin-angiotensin system[21]. Therefore, we are inclined to support that both 

325 hyperuricemia and hypouricemia increase the risk of progression to severe 

326 COVID-19.

327   The clinical manifestation include cough, rhinobyon, sore throat, 

328 muscle soreness, dizziness, headache and somnipathy forebode upper 

329 respiratory tract infection (URTI). Diarrhea, nausea and vomiting forebode 

330 gastrointestinal symptoms. They are common symptoms in mild COVID-19. 

331 But, Poor appetite may result from edema of the mucosa of the digestive 

332 tract due to heart failure and it will make the body week and lack of energy 

333 to fight off viruses. Consciousness deteriorates forebode that the body is in a 

334 serious state of ischemia and hypoxia and the internal environment is 

335 disturbed. Polypnea forebodes failure of heart and lung function. In addition, 

336 with the extension of fever duration, the incidence of severe diseases will 

337 increase. We should pay more attention to these patients with poor appetite, 

338 consciousness deterioration, polypnea and persistent high fever.

339    Azvudine was recommended by Chinese health authorities for 

340 COVID-19 treatment. The mechanism is that Azvudine could be embedded 

341 during RNA synthesis of SARS‐COV‐2 and inhibits related polymerases, 

342 finally leading to RNA replication termination[2]. Azvudine is the most widely 

343 used antiviral against COVID-19 in China. After matching the baseline 

344 characteristics  our study supported that Azvudine was effective in reducing 

345 the COVID‐19 mortality compared with no antiviral group. Molnupiravir was 

346 recommended by Chinese health authorities for COVID-19 treatment as RNA 

347 polymerase inhibitors too. There is no significant difference between 

348 Azvudine and Molnupiravir in reducing COVID‐19 mortality in our study. 

349

350 Conclusion

351 Risk factors for severe COVID-19 include older age, male sex and 

352 pre-existing comorbidities .Underlying medicine may affect the risk. D-dimer, 

353 FT3, lymphopenia, LDH and SCC can help us predict COVID-19 severity. Uric 

354 acid showed a U-shape risk on COVID-19 severity. Poor appetite, 

https://www.sciencedirect.com/topics/medicine-and-dentistry/lymphocytopenia
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355 consciousness deterioration, polypnea and persistent high fever forebode 

356 severity. Azvudine was effective in reducing COVID-19 mortality and was not 

357 significantly different from Monotamivir. 

358
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489 Fig 1. As the ‘zero-COVID’ policy was removed, the number of COVID-19 
490 patients admitted to our hospital began to rise in late December 2022; It 
491 began to rise again in late April 2023 and peaked in mid-May.
492

493

494 Fig 2. Relative risk of underlying comorbidities on mortality of COVID-19 

495 illness.

496

497

498 Fig 3. ROC curve of age for the prediction of mortality among COVID-19 

499 patients.

500
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502

503 Fig 4. The Mann-Whitney U test for the laboratory data between severe and 

504 non-severe groups.** P<0.01

505

506 Fig 5. Relative risk of UA on severity of COVID-19 illness.



16

507



17

508

509 Fig 6. ROC curve of the laboratory data for the prediction of mortality among 

510 COVID-19 patients.

511

512

513 Fig 7. Relative risk of clinical manifestations on progression to severe 

514 COVID-19 illness.

515
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516

517 Fig 8. Relative risk of fever duration on progression to severe COVID-19 

518 illness.

519

520

521 Fig 9. Flow chart showed the inclusion and exclusion of COVID-19 

522 hospitalized patients during the study period.

523
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524

525 Fig 10.  Log-minus-log-survival function between Azvudine and no antiviral 

526 groups.

527
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528

Number at risk

No 

antiviral-

1103 142 35 4 0

Azvudine- 1103 186 43 7 0

0 20 40 60 80

                                 Time (Days)

529 Fig 11. Cumulative survival between Azvudine and no antiviral groups.

530



21

531

Number at risk

Molnupiravi

r -

111 43 11 4 0

Azvudine- 111 60 18 6 0

0 10 20 30 40

532 Fig 12.  Cumulative survival between Azvudine and Molnupiravir groups.
533

534

535

536

537

538

539

540

541

542

543

544

545

546

547

548

549

550

551

552



22

553



23

clinical manifestation               Overall cohort            Severe group            Non-severe group          P 

value

fever                            1652（71.5）             354（76.0）             1298（70.3）           0.016

period of fever>5days               625(48.6)                 166(60.6)               459(45.3)               <0.01

weak                            783 (33.9)                159（34.1）            624（33.8）             0.897         

cough                         1641(71)                 322（69.1）            1319（71.5）             0.317

hyposmia                        24(1.0)                     5（1.1）             19(1.0)                  0.934

hypogeusia                       30(1.3)                   7（1.5）               23(1.2)                  0.662

rhinobyon                       186(8)                    14（3）               172（9.3）               <0.01

running nose                     202(8.7)                  20（4.3）              182（9.9）               <0.01

sore throat                       382(16.5)                 41（8.8）              341（18.5）              <0.01

muscle soreness                   371(16.0)                49（10.5）              322（17.4）             <0.01

diarrhea                         140(6.1)                  28（6）               112（6.1）               0.962

dizziness                        413(17.9)                 59（12.7）             354（19.5）              0.001

headache                        291(12.6)                 41（8.8）              250（13.5）              0.006

poor appetite                     824(35.6)                205（44）              619（33.5）              <0.01

polypnea                        808(34.9)                239（51.3）             569（30.8）              <0.01

nausea and vomiting               256(11.1)                 41（8.8）              215（11.6）              0.08

somnipathy                      233(10.1)                 46（9.9）              187（10.1）              0.868
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consciousness deteriorates          205(8.9)                 100（21.5）             105（5.7）               <0.01

weight loss                      32(1.4)                    4（0.9）              28（1.5）                0.277

Table1. The proportion of clinical manifestations among COVID-19 patients, Pearson Chi-square test was used to evaluate the 

differences.

Before matching After 1:1 propensity matchingBaseline 

characteristics Azvudine

(n=1112)

No antiviral 

agent(n=2721)

SMD Azvudine

(n=1103)

No antiviral 

agent(n=1103)

SMD

Age, n (%)

＜65

≥65

458(41.2)

654(58.8)

1470(54)

1251(46)

0.261

458(41.5)

645(58.5)

456(41.3)

647(58.7)

0.004

Sex, n (%)

Men

Women

638(57.4)
474(42.6)

1512(55.6)
1209(44.4)

0.037

635(57.6)
468(42.4)

618(56.0)
485(44.0)

0.031

Systemic steroid, n 

(%)

62(5.6) 74(2.7) 0.124 53(4.8) 51(4.6) 0.008

Mechanical 

ventilation

 n (%)

118(10.6) 181(6.7) 0.129 117(10.6) 117(10.6) 0.000

Severity, n (%) 253（22.8） 440（16.2） 0.157 252（22.8） 254（23.0） 0.004

Table 2. Baseline characteristics of Azvudine and no antiviral groups before and after 1:1 propensity score-matching.
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Before matching After 1:1 propensity matchingBaseline 

characteristics Azvudine(n=11

12)

Molnupiravir 

t(n=111)

SMD Azvudine(n=111) Molnupiravir 

(n=111)

SMD

Age, n (%)

＜65

≥65

458(41.2)

654(58.8)

49(44.1)

62(55.9)

0.060

51(45.9)

60(54.1)

49(44.1)

62(55.9)

0.037

Sex, n (%)

Men

Women

638(57.4)
474(42.6)

72(64.9)
39(35.1)

0.151

71(64.0)
40(36.0)

72(64.9)
39(35.1)

0.018

Systemic steroid, n 

(%)

62(5.6) 11(9.9) 0.189 13(11.7) 11(9.9) 0.078

Mechanical 

ventilation

 n (%)

118(10.6) 13(11.7) 0.036 15(13.5) 13(11.7) 0.058
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Severity, n (%) 253（22.8） 22（19.8） 0.070 27(24.3) 22(19.8) 0.107

Table 3. Baseline characteristics of Azvudine and Molnupiravir groups before and after 1:1 propensity score-matching.
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