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[ABSTRACT] AIM: To investigate the expression kinetics of PD— L1 and PD— L2 on the surface of the resting and actr
vated B/T cells as well as monocytes from healthy human peripheral blood. METHODS: Fluorescent antibody staining together with
flow cytometry were used to detect the percentages of the resting as well as the activated B cells and T cells that expressed PD— L1
and PD- L2. Meanwhile the percentages of the resting and activated monocytes that expressed PD— L2 were determined. RE-
SULTS: Both resting B cells and T cells did not express PD— L1 on their surface, however PD— L1 expression was significantly up
— regulated on the surface of the activated B cells after 6 h stimulation with LPS or pokeweed mitogen (PWM) , and the percentages
of B cells that expressed PD— L1 reached a plateau at 24 h, which were (46.26 £10.71) % with LPS and (43. 67 £6. 14) % with
PWM stimulation, respectively. No markedly change of PD— L1 expression on the surface of the activated T cells after stimulation
with LPS was observed, but upregulation of PD— L1 expression was observed when stimulation with PWM. The percentages of T
cells that expressed PD— L1 reached a plateau at 24 h, which was (25.42 £9.23) % . PD- L2 expression was not found on the
resting as well as the activated B cells and T cells. In addition, the resting monocytes did not express PD— L2. Combination of INF
— Y plus LPS markedly induced the PD— L2 expression, and the percentages of monocytes that expressed PD— L2 reached a peak
at 48 h, which was (28.70 £14.22) % . CONCLUSION: The activated lymphocytes only express PD— LI, reaching a plateau at

24 h. PD- 1.2 is expressed on the surface of the activated monocytes, reaching a peak at 48 h.
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The percentages of B cells that expressed PD— L1 24 h after stimulation with LPS or PWM.
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Tab 1 The percentages of B cells that expressed PD— L1 before and after stimulation with LPS or PWM (% . x £s. n= 5)
Group Oh 6 h 24 h 48 h 72 h
Control 1.82£0.99 2.26%1.82 4.61%1. 14 5.35+2.58 4.01%2.59

LPS (10 mg/L)
PWM (10 mg/L)

13.42 £5.37™
9.15%3.69"

27.44 £10.34™
35.65 £15.41""

35.40£9. 88"
42.36%10.35"

46.26 *10.71°
43.67 +6. 14"

" P< 0. 05, "™ P< 0.01 vs control.

F 2 LPS 7 PWM FIB A5 ik PD- L1 B TN E R E

Tab 2 The percentages of T cells that expressed PD— L1 before and after stimulation with LPS or PWM (% . x £s. n=5)
Group Oh 6 h 24 h 48 h 72 h
Control 0.13%0.11 0.43 %0.35 0.96 0. 62 0.65%0.44 0.71 %0.49

LPS (10 mg/ L) 4.19%5.19 9.05%7.75 6.15%4.94 4.81 *4.83
PWM (10 mg/L) 4.39%4.81 25.42 %923 21.83 4,95 19.99 %9, 11

" P< 0.01 vs control.
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Tab 3 The percentages of monocytes that expressed PD— 12 before and after stimulation with IFN— ¥ plus LPS (% . x *s. n=5)

Group 0h 24 h 48 h 72 h 96 h
Control 0. 40 %0. 35 3.0312.74 2.6510.72 2.2020. 64 2.40%1.14
IFN- v+ LPS 11.38 £3. 80" 28.70 £14.22" 26.78 £12. 18" 20.69 +13.62°

" P< 0.01 vs control.
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Fig 2 The percentages of T cells that expressed PD— L1 after 24 h
stimulation with PWM.
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Fig 3 The percentages of monocytes that expressed PD— L2 after
48 h stimulation with IFN— ¥ plus LPS.
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