Bymfale. 202048 A 31 H #533% %54 M Infect Dis Info, Vol. 33, No. 4, August 31, 2020 - 331

DEIEE M T 4
SINPRY SISl S

®, K B, X X

£XK—, 2 %, %

[(WE] BH HRIEMWIFPE T 4006 (follicular regulatory T cell, TFR ) 5 HIV BB R C R, HiE U
2015—2019 = FEEE RN R IL s L E BT 2302 K BEVI Y 47 61 HIV B (i ARIRYT HIV IR, P d
VAT G T ) A e v R R ) B 9 Bl e AR F AR M IFIE T 4. K CD3'CD4'CXCRS5'Foxp3' (40 i S
TFR, 447 HIV /&34 TFR 2t 5 CD4' T UMM BUR B RN R , IR LA FBSRE BB # TFR B 2R .
LB TFR $is 5 CD4T T UM AR IEA: (/=0.567, P=0.002) , 5 HIV iz E A% (7=-0.394, P=0.042) ; HIV J&
YL TER Ko ] AR TR ARG 2, s d T iy s 3 TFR B I i Ty e d R M s 3%, 4538 W HIV B
PRI, TR B Wi 44

[ KR ] NG BUEReE; JEVESTE T 4088, CD4' T 4080; Jediska

[FEEHEMNSES] R51291 [ XHFRERD] A [XEHS] 1007-8134(2020)04-0331-03

DOI: 10.3969/j.issn.1007-8134.2020.04.010

Relationship between follicular regulatory T cells and HIV infection progression
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[Abstract] Objective To explore the relationship between follicular regulatory T cells (TFR) and the progression of HIV
infection. Methods A total of 47 HIV—infected patients (including untreated HIV—infected patients, patients with successful immune
reconstruction, patients with unsuccessful immune reconstruction after antiretroviral therapy) who were treated and followed up at Beijing
YouAn Hospital, Capital Medical University from 2015 to 2019 and 9 healthy physical examinees were enrolled in this study. The
CD3"CD4"CXCR5Foxp3® cells were defined as TFR. The relationship of the absolute number of TFR with the CD4" T cell count and
viral load of HIV—-infected patients was analyzed, and the differences in the number of TFR at different disease stages were compared
and analyzed. Results The TFR count was positively correlated with CD4" T cell count (r=0.567, P=0.002), and negatively correlated
with HIV viral load (r=-0.394, P=0.042); TFR levels of HIV-infected patients were significantly lower than that of healthy physical
examinees. Patients with successful immune reconstruction had a significantly higher TFR level than patients with unsuccessful immune
reconstruction. Conclusions As HIV infection progresses, TFR level gradually decreases.
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Table 1 General information of enrolled subjects
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Figure 1 Correlation of TFR with CD4" T cell count and viral load
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Figure 2 Comparison of TFR among different groups of
CD4" T cell count in untreated patients
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Figure 3 Comparison of TFR in patients with successful
versus unsuccessful immune reconstitution
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