2358 B SRR ,2021,43(21) http ://aammt. tmmu. edu. cn

DOI:10. 16016/j. 1000-5404. 202105039

£ B 5NE 753 4 B 52 72 Th BE A0 5 & B B 75 i

WEE IR FSE RKRT,HFRAE L E A 400038 T BFEEE K% (B S EEKRE) E—HE
B2 Bt LR R ERRL 4 250 PRI B A 5

[(HWE] H HKir 2B WmIME TR (total parenteral nutrition, TPN) X 4y il 6t 35 DI BE K 42 B S AE Y
WM, Jiik 18 1 6~8 JEIR Y SD MEMEL FR A>3 4L IE R AL X BRALAN TPN 41, 2341 6 ., IER 4
AT B N R4 AT A ER K B A G T LA BRER KA T, X BE 41 RN 1E H 4H &)y B350 R 2 s o SRR A
K, TPN 204y BRA T4 SR bk &8 5 1 DL TPN JRY T, R4 & A80K 14 d JSaR3E4h R, R4 A s =X
40 0250 SRS I & L P a3 R 3 K AR AR AS ARG T RV 48 it HLA-DR 23K (AP I Treg 44 i LA L Y
FEIF T A PS4 TNF-o B9 68 7, K EL 40 g (CD4", CD8™ T) ¥ T LA Jx F A8 9 IfiL % &
( phytohemagglutinin , PHA ) ¥ J5 7= 4= IFN-y FIRE f7, ELISA =46 1 4 J5) i 1f. 3% A 1L-1 B.TNF-a . IL-10,
IL-4 7K 850 5 IEHR 41O BRZE LA, TPN 20 4 B ik ot bk 20 448 450 2t 9 20 ( P<0. 05 ), JELIE 4 i
HLA-DR FIER#(K (P<0.05) , TPN 20 &) ELA1HI Il Treg 4 MY L 1] (8. 54+1.20) B & T IE 4 (3. 02+
1.49) KXTHRZ (3. 00+0.75) D B, 2 A Geih2# 8 L (P<0.05) . TPN %) RANFE R BT E TNF-a
(T 7 F A6 (8. 73+3. 11) BB AR F1E 3 41 (39. 07+16. 17) J %t BE4H (43. 23+18.40) , i CD4* T
ELAN a2 PHA fI3805 B P42 TIEN-y [ 43 He TPN 2H.(0. 65+0. 46 ) B /0 FIE % 4 (2. 94£1. 62) 5%}
MEEH (2.97£1.39) , 2R HH G124 L (P<0.05) , TPN 44/ EkEL 4 HE (CD4™ .CD8'T) B {5 -4 £
(P<0.05) ,IL-18 , TNF-o 7K F-4 i1 ( P<0. 05) i TL-10 IL-4 7K FEAK (P<0.05) . &5 22 AW
TPN AJ 3340 BRUSE KAk RARAGIE e e T Re 3240, £ A& B -3 i, SR I 4 i PN B 330 7 0l 20 S 38 i 1
KB RAEHAEEZE XL,

[X$ER] 2EMWINES; RAEIRe; &0E ; A4 A

[REGESEE] R-332; R392.1; R459.3 [ XERFRERS] A

Effects of total parenteral nutrition on immune function and inflammatory response
in young rats
SHEN Leilei', SUN Xiaodong', ZHENG Ruixue', ZHAO Qingning®, QING Xurong', CHEN Sheng' 'Department

of Pediatrics, *Department of Pathology, PLA Institute of Clinical Pathology, First Affiliated Hospital, Army Medical
University, Chongqing, 400038, China

[ Abstract | Objectives To investigate the effects of total parenteral nutrition (TPN) on immune
function and systemic inflammation in young rats. Methods Eighteen young male SD rats aged 6 to 8 weeks
were randomly divided into 3 groups: normal group, control group and TPN group, with 6 rats in each group.
The rats in the normal group were not catheterized, and those in the control group were treated with normal
saline after right jugular vein catheterization. The rats in the control group and normal group were fed standard
food and water, and those in the TPN group were treated with TPN after right jugular vein catheterization,
fasting and water abdication. All the young rats were sacrificed in 14 d later. The blood routine of peripheral

blood was detected by automatic flow cytometry. The expression of HLA-DR in spleen cells, the proportion of
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Treg cells in peripheral blood, the ability of endotoxin-induced monocytes to produce TNF-a, apoptosis of
lymphocytes ( CD4", CD8" T cells )
phytohemagglutinin (PHA) were detected by flow cytometry. The levels of IL-18, TNF-a, IL-10 and IL-4 in
peripheral blood plasma were determined by ELISA. Results

and the ability of IFN-y production after stimulation by

Compared with normal group and control
group, the number of venous blood lymphocytes was decreased ( P<0.05), the HLA-DR expression level in
spleen cells was reduced (P<0.05), the proportion of Treg cells in peripheral blood was significantly higher
in the TPN group (8.54+1.20) than that in the normal group (3.02+1.49) and the control group (3.00+
0.75) (P<0.05). The proportion of TNF-o induced by endotoxin was significantly lower in the TPN group
(8.73+3.11) than the normal group (39.07+16.17) and control group (43.23+18.40). The percentage of
IFN-y produced by CD4"T lymphocytes stimulated by PHA was significantly lower in the TPN group (0. 65+
0.46) than the normal group (2.94+1.62) and the control group (2.97+1.39), and the difference was
statistically significant ( P<0.05). The TPN group had increased apoptosis of lymphocytes ( CD4" CD8" T
cells) at late stage (P<0.05), increased IL-1B and TNF-«a levels ( P<0.05) while decreased 11.-10 and 1L.-4
levels (P<0.05). Conclusion TPN sustained for 2 weeks can lead to congenital and acquired immune

impairment and increase of pro-inflammatory factors in young mice. Early initiation of enteral nutrition is of

great significance to reduce immune injury and systemic inflammation.
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