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[(FEE] BRY W 4 B ape il KRS 2 44 -1 (PD-1), BFHEAET 244 ~1 BicfA& (PD-L1),
YUHEEE T W I AR AH AR —4 (CTLA-4), 7 T UM S S BREE LR ITIM Z5#9 50 (1 (TIGIT) ) 7615 e bk
AR ANAE Z5E (IM) B Ik ELAI AL A 35K SR . F7ik LA 2017 4 4 H—9 H & LR B
WA IM AR E ARG (IM 41), 2Pk 59 1], Wk &2 48 34 461], 20 M4l fg B AR JL2E Ry E 8 X R4 . SR
RN ARSI PD-1, PD-L1. CTLA—4 ., TIGIT 75440 B kLA | (92835 K1 M ca v ik 5 1M
W1 MTE EBV-DNA S AHCE, &R HIEW XTI A, IM A4 B 519 PD-1,PD-L1. CTLA-4,
TIGIT 7€ B 4 -3 527+ (PD-1:5.22(3.15) % It 0.76 (0.86) %, PD-L1 : 7.80(5.29) % [, 0.87 (0.09) %,
CTLA-4:4.23(621)% I 0.52(0.28) %, TIGIT : 9.78 (5.72) % ['t, 2.23(1.05) %, ¥ P<0.05 ). IM V% & 1 41
PD-L1. TIGIT 7 B #HA I (Y2354 E 8 %) IR BH 5 735 ( PD-L1:4.43(6.27) % Lt 0.87(0.09) %, TIGIT : 6.03
(5.46) % . 2.23(1.05) %, ¥ P<0.05 ), {H HTFF e i B B AL T 2 g (3 P<0.05), X2 59 il
i Ay EBV-DNA K45 554 (8.44 +2.04) X 10° #D1 /mL. MMM EsR, IM B 2P TIGIT 78 B 41
Jil |33k K -5 EBV-DNA ik 2 1EAH 6 (r=0.371,P=0.006); T H4 3 MEFRMTCH 1, PD-1:r=0.049,
P=0.723 ; PD-L1 : r=0.068, P=0.625 ; CTLA-4 : r=0.662, P=0.659, % PD-1.PD-LI.CTLA-4. TIGIT
16 IM SRR L, B IR ST 253570 T N 3 7nAE IM & PR —EVEH 5 R 2E ) TIGIT %
PIKE5 M / 3% EBV-DNA S 6.
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[Abstract] Objective To observe the expression and clinical significance of four immunosuppressive
factors [programmed death 1 (PD-1), programmed death 1 ligand (PD-LI), cytotoxic T lymphocyte antigen 4
(CTLA-4) and T cell immunoreceptor with Ig and immunoreceptor tyrosine—based inhibitory domains (TIGIT)] in
B lymphocytes of patients with infectious mononucleosis (IM). Methods The IM patients admitted to the Hunan
Children's Hospital from April 2017 to September 2017 were selected as research objects, including 59 cases in
acute phase, 34 cases in recovery phase, and 20 healthy children as control group. Flow cytometry was used to detect
the expression levels of PD-1, PD-L1, CTLA-4 and TIGIT in B lymphocytes of each group, and the correlation
between the expression in acute phase and the contents of EBV-DNA in plasma/serum. Results Compared with
the control group, PD—1, PD-L1, CTLA-4 and TIGIT were significantly increased on B cells in the acute phase of
IM [PD-1: 5.22 (3.15)% vs. 0.76 (0.86)%, PD-L1: 7.80 (5.29)% vs. 0.87 (0.09)%, CTLA-4: 4.23 (6.21)% vs. 0.52
(0.28)%, TIGIT: 9.78 (5.72)% vs. 2.23 (1.05)%, all P < 0.05]. During the IM recovery phase, PD-L1 and TIGIT
were obviously elevated on B cells [PD-L1: 4.43 (6.27)% vs. 0.87 (0.09)%, TIGIT: 6.03 (5.46)% vs. 2.23 (1.05)%,
P < 0.05], However, the degree of increase was significantly lower than that of acute stage, both P < 0.05. The EBV-
DNA test results of 59 patients in acute phase were (8.44 +2.04) X 10° copy/mL. The correlation analysis showed
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that in the acute phase of IM patients the expression level of TIGIT on B cells was positively correlated with EBV-DNA
content (r = 0.371, P = 0.006), while there was no correlation among the other 3 indexs (PD-1: r = 0.049, P = 0.723;

PD-L1: r = 0.068, P = 0.625; CTLA-4: r = 0.662, P = 0.659).

Conclusions PD-1, PD-L1, CTLA-4 and TIGIT

are up—regulated in the acute phase of the disease, and the expression decreases with the recovery of the disease. This

study suggests that it may be involved in the pathogenesis of IM. At the same time, the expression level of TIGIT in

acute phase is positively correlated with EBV-DNA content in plasma/serum.

[Key words] Infectious mononucleosis; Programmed death 1; Programmed death 1 ligand; Cytotoxic T

lymphocyte antigen 4; T cell immunoreceptor with Ig and immunoreceptor tyrosine—based inhibitory domains
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A - AR - dR

ASTH AT EARTE P SO 4amsiE (1)

NGB REAE AR (human chorionic gonadotropin, HCG)
AR BT 24 B AE (sleep apnea syndrome, SAS)

ARG 27 452138 S FE 21 (apnea hypopnea index, AHI)
SR AN (average blood oxygen saturation, A-Sp0,)
He/MMAEFE (minimum blood oxygen saturation, M=Sp0, )
2B (acute kidney injury, AKI)

F-J2 9% (hand foot and mouth disease, HFMD)

F45 2 JF (procalcitonin, PCT)

Y- FHERAL (interferon v —release assay, IGRA)
S =R R 2R (total tri-iodothyronine, TT;)
S HPRIRE (thyroxine, TT,)
Wi —RLHDIRAR R EBR (free tri-iodothyronine, FT5)
Wi HUR IR Z (free thyroxine, FT,)
fEFLR AR R (thyroid stimulating hormone, TSH )
HUHR Bt 2 A M B A ( thyroid peroxidase antibody, TPOAb)
FOIRAREREE IR (thyroglobulin antibody , TGAD)





