2544 EREF 2021 58 A% 50 4% 154

Ay = |~ ==
BE - MGKRIFZFR  doi.10.3969/). issn. 1671-8348. 2021. 15, 006
M4 E % https://kns. cnki. net/kems/detail/50. 1097. R. 20210409. 1648. 002. html(2021-04-12)

HIV BB ENEMBARGABRNRERESEN

RER R EFE L LN EA %"; JEOW.E A4S
(1. BEhBTH ARERRLEA 226006;2. &iE ANET A SR, I EE 226019)

[(HE] HE ®KHTAARFH (NK) @3 ARG & E 8 BmEHIV) & FE 5 36 5 7 18,
Fik ®#F2017TF1AE2009F 12 Add@TH ZARER G R#H4 69 HIV & £ &% 1 188 # (L& % B
584 #) s KA 604 BIHAE A HIV B F4m, 5 M B 2019 4 10— 12 A kA % 55 648 44 e xh B4, R
F Bt 32 % PCR #m % 3K % 48 B o HIV RNA, R R A X 3 KA 48 A s CDAT T #h & s feit 4 .CDS™ T
OB g Ae it B ONK g e it B AT AT, A Hl 2R F DM E(ROC) W &, 547 NK 28 g3t & ) B HIV
RENSBOMAL, R HIVAEAEEINE L CDL THEME . CDS' T # &4 NK 28 i it 30 5 42 & 2
BAE, ZFHARTFEL(P<0.005) ;% #&mH HIV A EH CDA™ T H S @M . CD8™ T #* &4 NK
o3t B % HIV RNA Rk K-FH A 2K T REKRI EH (P<<0.00D);NK @ et 5 CD4™ T #k & 41 fe it
#. CD8+T#64mE€i+§iiJ£#ﬂa‘é(r =0.381.0.354,3) P<0.001),%5 HIV RNA £ fi #8 % (.= —0. 064,
P=0.028);NK g fo it 2 #) ¥7 HIV B % 5 H6 ROC & TaEAA 0. 694[95% CI (0. 664,0. 724), P<
0.0017, Wi 1A A 147 A/ # I, RHE /7 TATY A FEH 57.8% . % B Z 4 A A I, NK 2 je it & ) w7 HIV
BB HANL #ERI M Exp(B)EH 1.003[95%CI(1.002,1.004),P<C0.001], &it HIV &% %% NK @
R BOEAR, B kR R —F TR, TR HIV &R E e B isir 2 —,

[KEBHEI] ARMAHLESRRE BRE; BRI @A R MRS X F T IEnE

[(hEZESES] R512.91 [XEttriZE] A [XEHES] 1671-8348(2021)15-2544-04

Expression and significance of natural killer cells in peripheral blood

of patients with HIV infection”
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[Abstract] Objective To explore the judging value of natural killer (NK) cells for the stage after hu-
man immunodeficiency virus (HIV) infection. Methods A total of 1 188 patients with HIV infection (584 ca-
ses of AIDS stage and 604 cases of non-symptom stage) firstly visiting Nantong Municipal Third People’s
Hospital from January 2017 to December 2019 were selected as the HIV infection group. At the same time,55
healthy subjects undergoing the physical examination from October to December 2019 were selected as the
healthy control group. The real time fluorescent PCR was used to detect peripheral blood HIV RNA. The flow
cytometry was used to detect peripheral blood CD4" T lymphocytes count,CD8" T lymphocytes count and NK
cells count and the comparative analysis was conducted. The receiver operating characteristic (ROC) curve
was drawn. The value of NK cells count for judging HIV infection stage was analyzed. Results The peripheral
blood CD4" T lymphocytes,CD8" T lymphocytes and NK cells counts had statistical differences between the
HIV infection group and the healthy control group (P<C0. 005). The counts of CD4" T lymphocytes,CD8" T
lymphocytes and NK cells and the HIV RNA expression level in the AIDS stage of the HIV infected patients
were significantly lower than those in the patients with non-symptom stage (P<C0. 001). The NK cells count was
positively correlated with the CD4" T lymphocytes count and CD8 " T lymphocytes count (r,=0. 381,0. 354, P <
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0.001) ,and negatively correlated with HIV RNA (,=—0.064,P = 0. 028) ; the area under the ROC curve of
NK cells count for judging the HIV infection stage was 0. 694 [95%CI (0. 664,0, 724) ,P<C0. 001 ], the cutoff
value was 147/uL, the sensitivity was 74. 7% and specificity was 57.8%. The multivariate analysis results
showed that the EXP(B) value of NK cells count in judging the HIV infection entering the AIDS stage was
1.003 [95%CI (1. 002,1. 004), P <C0. 001 ]. Conclusion The NK cells count in HIV infected patients is de-

creased, moreover, which is further decreased with the progress of the disease,and can serve as one of the

judgment indicators for HIV infection staging.

[Key words] human immunodeficiency virus;infection;natural killer cells; progression;correlation anal-

ysis;receiver operating characteristic curve
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