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0.01) ,IL-6 K F-FHE (P <0.01) , IFN-y 7KK (P <0.01) . VRELH 23 16 MbE 485 2 h IR Bk &1 25 11 A4
SEAR B B CH M =g (TG) e EEE(TC) K% B IS & 11 IH B B ( LDL-C ) /K P 35t AL T (P ¥4 <0.01)
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Influence of NK cells on hyperlipidemia in patients with

gestational diabetes mellitus
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Nanning, Guangxi 530003, China
Abstract: Objective To observe the effects of nature killer (NK) cells on hyperlipidemia in patients with gestational di-
abetes mellitus (GDM ). Methods A total of 108 patients with concurrent GDM and hyperlipidemia confirmed between
January 2012 and December 2013 were selected as observation group,and 108 healthy pregnant women at the same time
were selected as control group. The NK cell was detected by flow cytometry ;the interferon y (IFN-y) was detected by en-
zyme linked immunosorbent assay ( ELLSA) ;the indicators of blood glucose and blood lipid profile were detected by auto-
matic chemistry analyzer. The NK cell activation, blood glucose and blood lipid profile in two groups were analyzed and
compared. Results Compared with control group,the number of NK cells and the levels of CD4*/CD3 " ,CD4*/CD8 ",
CD56 " +CD4 " /CD3 * decreased significantly (all P <0.01) ,and the levels of CD8*/CD3*,CDI19"/CD3",CDI18*/
CD8 " increased significantly(all P <0.01) ,while the level of CD28 */CD8 * was similar in observation group( P >0.05).
Compared with control group,the levels of interleukin (IL)-2 and IFN-y decreased (all P <0.01) ,and the levels of IL-6
increased in observation group( P <0.01). Compared with control group,the levels of fasting glucose,2 hours postprandial
blood glucose and glycosylated hemoglobin,body mass index , triglyceride (TG ) ,total cholesterol(TC) ,low density lipopro-
tein cholesterol ( LDL-C) increased significantly (all P < 0.01), while the level of high density lipoprotein cholesterol
(HDL-C) decreased in observation group ( P <0.01 ). The number of NK cells was negatively correlated with TG (r =
-0.603),TC(r= -0.541) and LDL-C(r = —0.498) and was positively correlated with HDL-C (r = 0. 537 ,all P <
0.05). Conclusions Due to the decrease of number and activity of NK cell in pregnant women with GDM, it could partici-

pate in immune response via changing the content of different phenotype cells, initiate the reduction of regulating blood lip-
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ids and affect the occurrence of hyperlipidemia of GDM.
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4lifb 1 Pegfp-N1 JikL 2 pg S5BHE T IRFA X-treme
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Fx1 WHZEA IFN-y IL-2 0 1L-6 1% R EL i

(n=108,x +5)
51 L2 (ng/L) 116 (ng/L) IFN-y( pg/ml)
MEELH 45.53 +17.08 8.38 +7.99 5.73+1.21"%
pOpilski: 57.38 £19.78 7.79 +5.43 6.37+2.09*
i 5.948 3.843 4.282
P1A <0.01 <0.01 <0.01

TE: " FORBR SN B2 SO BO TR B ER

R2 WHZLPBMC REWNMLLE (n=108,% ,x+s)

2059 NK 40f%E cD4+/CD3 * CD8 */CD3 * CD4*/CD8*  CDI8*/CD8*  CDI9*/CD3*  CD28*/CD8* CD36*+CD4*/CD3*
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