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[ Abstract] Objective: To research the expressions of SH2D1A mRNA in children with EB virus (EBV) infection,
relationship and significance between the change of SH2D1 A mRNA expression and the disease. Methods: Children who were diagnosed
as EB infection were selected as EB virus infection group from October 2014 to February 2015 in Liver Diseases Center of Children’ s
Hospital of Hunan Province. We selected healthy children who were at the same age, sex as the control group. The levels of SH2D1 A
mRNA in EB virus infection group and control group were detected, the relative expression quantities of genes were calculated, and the
blood biochemical indexes were tested. Results: The total cases of EB virus infection group was 32, including the common infectious

mononucleosis ( group common) 20 cases, severe infectious mononucleosis ( group severity) 9 cases, chronic active EBV infection

(group chronicity) 1 cases, EBV associated hemophagocytic lymphohistiocytosis ( group HLH) 2 cases. The control group was 10
The SH2DIA mRNA relative expression median levels in each group and the control group were 25.78, 40.14, 38.72, 18.27,

4.65 (H=10.68, P<0.05). The SH2D1A mRNA levels of EB virus infection group were significantly higher than those of control

cases.

group. The SH2D1A mRNA levels in group severity, group chronicity increased significantly than those of group common, group HLH,
but there were no statistical significance between group severity and group chronicity. The expression level of SH2ZD1A mRNA was
CD47/CD8" levels (P<0.05), and it had no correlation with serum
The levels of SH2D1A mRNA in

negatively correlated with the initial fibrin minimum raw and CD4" |
ferritin, alanine aminotransferase, lactate dehydrogenase, triglyceride, EBV-DNA levels. Conclusion:
peripheral blood cells of EBV infection were markedly increase. EB virus infection can result in cellular immune function disorder.
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4557 BALUGI EBV FHME, fFAU LM KZ—, %
BRI AR R 505 EBV 2 e s LV e A4 T Be L 35 04
TR AR LB . (1) 35 3 A H P TC G P 20
(2) I E BRFE AT HFDIRE IE 5
1.1 IM# A SHOERELH L) H
7 M2 WS AR I DR 2 0 A A 1l 5 R I 2 A
HERWEY LWl IM L, FEEE =0 2 A
R G% RANS WO EE IM B LR I PR AR
JEEA . (1) Frelm o1 A WY b JHFRELI K 5 (2) A0
%2 23 R E TR, (HAREF EBV-HLH #5#E; (3)
S KO 3 S 0 R FL R B U KO W T
T s (4) WP MR R O il e M s BT 4S5 (5 ) o
HL RS DR .

1.1.2  CAEBV & # A" (1) HpgesiR & &1
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SRETXT SD 4 i D GAP43 EHF LW N

Juid B RAEME (T I LB ER, WL T 315012)

[(HE] BRI 2 BB SD 40 RiF D GAP43 R o kikth¥a, Fik: 7 ~10 B#69 SD 4 K. 36 A, MA5 A A B.C =
12 R, AIES AR K 50 mg/kg, B 4LIEH FEFA 25 mg/kg, C AIE S AEEA 50 mg/kg, 24 h G4 5/ RIE L 4R
2R KR i A4 5 Western Blotting 42 5 % GAP43 B O AA N, R . ZBE - TR EEHF 4 A4 B4 CA
ZF R EAR A A 187.43+7.98 164.87+8.35 154.31+6.98 , 28 1] Yudk Z F 39 A %4t 5 &L (P<0.01), A 240 B 40 C 40 GAP-
43 Rk g it 2 R A (87.45+14.98) A/mm’” | (66.48£12.36) A/mm’ , (35.32+9.93) A/mm’” | LI 14k £ F Y H 4t 5 &
SL(P<0.01) JEEE : ZEEA T B AKX SD 4h R D GAP43 B O kA KT XTHEEY ARV ZRAERE HF,
[E§iR] /BB ;SD 48 K ;A L4 ;GAP43 & g
[HESZEESIR741 [ XERARIRED A [ X E 45 11672-108X (2016 ) 04-0004-03
Effect of Ketamine on GAP-43 Protein Expression in Hippocampus of SD Rats

Ying Diqi, Yan Haiya ( Ningbo Women and Children’ s Hospital, Zhejiang Ningbo 315012, China)

[ Abstract] Objective: To study the effect of ketamine on the expression of GAP-43 protein in hippocampus of SD rats. Methods:
Thirty six SD rats who were 7 to 10 days old, were randomly divided into three groups. Group A of 12 rats were injected with saline
50 mg/kg, group B of 12 rats were injected with ketamine 25 mg/kg, group C of 12 rats were injected with ketamine 50 mg/kg. All rats

were sacrificed and the hippocampuses were drawn out after 24 hours. Immunohistochemistry and Western Blotting were used to detect
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