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[ Abstract] Objective To study the phenotype and functions of NK cells in mucosal associated lymphoid tissues
(MALTs) from rhesus monkeys infected with SIV during acute phase. Methods four rhesus monkeys were inoculated
with SIVmac239. Plasma viral load and CD4 * /CD8 * ratio were detected at regular intervals. To obtain mucosal associated
lymphoid tissues, ileum of animals was collected by operations at different times after inoculation. Then, mononuclear cells
from this tissue were stained with antibodies, and detected with flow cytometry. Results CD36~ CD16" in MALTs were
expanded in numbers and the degranulation functions were enhanced during acute phase of SIV infection. The ratio of DN
NK cells were reduced but their functions showed unchangeable. The ratio of DP NK cells and CD56 " CD16 ~ NK cells

increased slightly, but the immunoregulation functions were decreased. Conclusions The degranulation cytotoxicity
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potential of NK cells from gut associated lymphoid tissues ( MALTs) from SIV infected rhesus monkey were enhanced

during acute phase. This study plays an important role in the exploration of mucosal immunologic mechanism of SIV

infection.
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Tab.1 Schedule of operation and enthanasia of SIV-infected animals
%5/ KA %1R %3 K %5 K %7K # 14 K %528 K

Animals ID/days 1d 3d 5d 7d 14 d 28 d

32 F-AR Operation — — — — —

33 — F-AR Operation — — 2 B HE euthanasia —

34 — — F-7R Operation — — —

3-5 — — — F-AR Operation —_— 4% I euthanasia
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Tab.2 Information of antibodies using for cell staining

PR A FR Antibody

5i 5 Clone 7\ 7w Company

PE-Cy™ 7 Mouse anti-human CD3 SP34-2 BD Bioscience

Percp-Cy5. 5 anti-human CD4 1200 BD Bioscience

APC-Cy™ 7 Mouse anti-human CD§ ~ RPA-T8 BD Bioscience
Percp-Cy5. 5 anti-human CD16 3G8 BioLegend
APC anti-human CD56 MEM-188 BioLegend

FITC mouse anti-human CD69 FN50 BD Bioscience
PE anti-human CD107a eBioH4 A3 eBioscience
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The changes of viral loads and CD4 " /CD8 " in peripheral blood after STVmac239 infection



40 HE AR BE R 4R 2012 42 6 H AR 22 45 6 ] Chin J Comp Med, June 2012, Vol.22. No. 6
1.8r Peripheral blood 1.8r Peyer's patch 0.6r, Lamina propria
o 15 L5k 05r -=- CD4*/CD8"
RE 2 1.2} 04}
+ +
0 X
an 09 09 03F
LR
4 0.6 0.6F 02}
aA
0003 0.3f /‘ 0.1
0 1 L 1 1 1 10 1 1 ) 1 L 1 0 1 1 —a
0 ) 10 15 20 25 30 0 5 10 15 20 25 30 0 5 10 15 20 25 30
BRJERE

Days post inoculation (d)

B2 SIVmac239 YL fE A% J5 S1 6 RS BEAT SC itk 2 4140 CD4 " /CD8 " e (A L e 35
Fig. 2 The changes of CD4 " /CD8 " of peripheral blood and mucosal associated lymphoid tissues

in the Chinese-original rhesus macaques infected with SIVmac239
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