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Abstract : Objective To compare the differences of genotypic resistance in human immunodeficiency virus
type 1 (HIV-1) Pol regions between plasma and whole blood dried blood spot (DBS) ,and to analyze the feasi-
bility of using DBS for HIV-1 genotype resistance detection. Methods The whole venous blood of 44 HIV-1
infected patients from the hospital were collected,and whole blood DBS samples and plasma samples were pre-
pared for RNA extraction,load detection. The Pol region gene sequences were amplified by reverse transcrip-
tion PCR (RT-PCR) ,and the PCR products were sequenced by Sanger sequencing. Sequencher 5. 4. 5 software
was for sequence analysis, and BioEdit 7. 2 software was used to conduct comparison between the reference
strain sequence and sample sequence, phylogenetic tree analysis and genotype resistance analysis. Results The
detection rate of 44 plasma samples was 100. 0% ,and 30 DBS samples were successfully detected, the detec-
tion rate was 68. 2%. The average viral load of the 24 plasma samples detected by the load test reached 5. 02X
10° IU / mL,median 1. 76 X10° IU/mL,and the average load of DBS samples was 1. 46 X10* IU / mL,median
7.95X10* TU/mL,which is relatively low. The 44 patients with HIV-1 virus subtypes were mainly epidemic
recombinant strains (CRF)07-BC (24/44) and CRF01-AE (16/44). Sequence similarity between plasma and
DBS samples was 100% in 26 cases (26/30),99% in 3 cases (3/30),and 97% in 1 case (1/30) ,among which

6 cases had drug-resistant mutations of different degrees, the coincidence rate of DBS resistance results and
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plasma was 100% ,but there were differences in other mutation sites. Conclusion The drug resistance results

of DBS samples are consistent with plasma samples,and the sequences are also highly consistent. DBS samples

could be used for drug resistance test and HIV-1 subtype analysis,but the detection rate is lower than plasma.
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