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Abstract: [Objective] To discuss the influence of intravenous immunoglobulin (IVIG) on peripheral blood natural killer cells
in women with recurrent spontaneous abortion. [ Methods] There are 31 patients with a history of RSA (recurrent spontaneous
abortion) received the IVIG. Maternal peripheral blood samples were taken from these patients and the NK cell cytotoxicity and
percentage were detected before and after the treatment by flow cytometric analysis. Twenty control subjects were not receive the
treatment. [Results] Before the treatment, the NK cell cylotoxicity in experimental group was (19.7 + 8.7)% and that was
(20.1 £ 7.0)% in control group. After the treatment, the NK cell cytotoxicity in experimental group was (13.1 + 3.7)% and that
was (19.8 = 7.2)% in the control group. Before the treatment, the NK cell percentage in experimental group was (21.4 = 8.2)%
and that was (21.0 = 8.1)% in control group. After the treatment, the NK cell percentage in experimental group was (19.3 +
7.5)% and that was (21.2 + 7.7)%in the control group. In experimental group, the NK cell cytotoxicity and percentage were
significantly reduced (P < 0.05) and that in control had not significant difference (P > 0.05). In experimental group, the
change of NK cell cytotoxicity and the change of NK cell percentage after treatment were no significant relation (P > 0.05).
[ Conclusion] IVIG can down regulate the NK cell cytotoxicity and percentage.
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Table 1 Change of NK cell cytotoxicity between two time-point test (x+sd,%)
Groups Percentage of E:T" The first time test The second time test P
Experimental group 50:1 21.4 = 10.6 13.5+5.3 0.013
(n=31) 25:1 19.7 + 8.7 13.1 £ 3.7 0.007
Control group 50:1 21.1 £ 6.9 20.7 + 6.8 0.091
(n=26) 25:1 20.1 +7.0 19.8 +7.2 0.219
1) E:T; the blending ratio of leukomonocyte and K562 cell
&2 IVIG&fTRI/E CD3/CD16* CD56 LAREE 43 tb B
Table 2 Change of CD3/CD16* CD56 cell percentage between two time-point test (x+sd,%)
Groups The first time test The second time test P
Experimental group (n = 31) 21.4 £ 8.2 193 +75 0.004
Control group (n = 26) 21.0 £ 8.1 212+ 7.7 0.490
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Table 3 The correlation test between the change of NK
cell cytotoxicity and the change of CD3/CD16* CD56

cell percentage after treatment

Percentage Pearson Correlation
Groups

of E:TV coefficient
Control group 50:1 0.145 0.285
25:1 -0.104 0.445
Experimental group 50:1 0.212 0.252
25:1 0.193 0.299

1) E:T: the blending ratio of leukomonocyte and K562 cell
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