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[(HWE] B8 B 0-3 ZAMRAIIRITE T HEERE A B IR AL A0 T i sm . Ak K 80
H7~8 JE i HE 1 Sprague-Dawley K BRBEHL /> BRI . (A£G Rg i FLANA 4l (4 H 0.1 ¢/kg) . ©-3PUFAs {I§
FEIRITA (B H 0.1 gke) .« 0-3PUFAs PRI EIGITA (4 H 0.2 o/kg) Al 0-3PUFAs @ Fl &G 74 (4 H
0.3 g/kg) o R EMEEFHLEFLIE T MEEAER BB, w555 2 1RY 7 2153 0 25 T IR FLAT RN [R5 i 0-3PUFAs
ARG B R K TR T A 2, BRI T4 A A SRR S K TR S o SR AL BERS ALK 45 2 K BRBEHLAY M 24 h
72 h WAL, A2 8RR SRAIRACKS — B2 e (U052 4520 R Sl AR A0 RSLATE A o B 2% 5 SR TUNEL
TR A AL ST R AR AR LR TR A, R AR 0-3PUFAs 41K BUKAR /N 2540 583K, s o
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Effects of ®-3 polyunsaturated fatty acids on lymphocyte apoptosis rate in rats with
sepsis

MIAO Hong-Jun, WANG Dan, GE Xu-Hua, LI Xiao-Nan. Emergency Department, Children's Hospital of Nanjing
Medical University, Nanjing 210008, China (Li X-N, Email: xnli@njmu.edu.cn)

Abstract: Objective To investigate the effects of -3 polyunsaturated fatty acids (-3 PUFAs) on the apoptosis
of thymic and splenic lymphocytes in rats with sepsis. Methods A total of 80 female Sprague-Dawley rats aged
7-8 weeks were randomly divided into model group, conventional lipid emulsion group (0.1 g/kg daily), low-dose
®-3 PUFAs group (0.1 g/kg daily), middle-dose ®-3 PUFAs group (0.2 g/kg daily), and high-dose -3 PUFAs group
(0.3 g/kg daily). Cecal ligation and puncture were used to establish a rat model of sepsis. The treatment groups were
then given tail vein injection of lipid emulsion or glucose diluents of @-3 PUFAs at different doses, and the model group
was given glucose injection via the tail vein at the same dose. According to the time of sacrifice, each group was further
divided into 24-hour and 72-hour subgroups, with 8 rats in each subgroup. Hematoxylin and eosin staining was used to
observe the pathological changes in the thymus and spleen. TUNEL was used to measure the apoptosis rates of thymic
and splenic lymphocytes. Results In the three ©-3 PUFAs groups, the rats had a complete thymic lobular structure and
clear structures of the cortex and medulla. In the model and the conventional lipid emulsion groups, the boundaries of the
cortex and medulla were unclear and the number of lymphocytes was significantly reduced. In the o-3 PUFAs groups,
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the structure of the red and white pulp of the spleen was maintained with the presence of splenic follicles, while in the
model and the conventional lipid emulsion groups, the structure of the red and white pulp of the spleen was disordered
and splenic follicles were significantly reduced or disappeared. Compared with the model and the conventional lipid
emulsion groups, the ®-3 PUFAs groups showed significant reductions in the apoptosis rates of thymic and splenic
lymphocytes at 24 and 72 hours (P<0.01). Compared with the low-dose -3 PUFAs group, the high-dose w-3 PUFAs

group had significantly reduced apoptosis rates of splenic lymphocytes at 24 and 72 hours (P<0.05). Conclusions

®-3

PUFASs can reduce the apoptosis of thymic and splenic lymphocytes in rats with sepsis in a dose-dependent manner.

[Chin J Contemp Pediatr, 2017, 19(3): 355-360]
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M EEAE (sepsis) S&4E HBRYL B R 2 5 R
SE RV LR AR, A EREEAE A M 1800 1 ™ ik
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T NFET- U, EE M 2 40 % 1 HR A R
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RIZ fEGERR T ©-3PUFAs {IEFIH 41 ©-3PUFAs 740 ©-3PUFAs B3 4]

24 h
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TrAMIR NS ST, BT, BERETRESHIRTE, LI B o 3PUFAs (AL, s LRSS AL AT AL
W/ NIRRT (R SPTR ) | WA

F1 BHKREAEREHE TS S b4 0 e
(x+s, n=8, %) T 5 i ﬁiéiﬁ
ﬁ W 0-3PUFAs B A4
Rl n 24h 72h T
FERIZ 8  509+48 46.6 2.0 % 30
=
fEGRIFLANGIF4 8 51.4+£32 472+ 1.0 % 20 4
o-3PUFAs IR 8 22619 180+1.1"" Ca
©-3PUFAs F7iHE4 8 19523  17.2+13" - .
©-3PUFAs B340 8 183+14™  155+1.0" 24h 72h
F1H 267.01 352.59 .
Pl il il B 3 &HEKREHEEEE TS (n=8)
: - a ARG, P<0.01;5 b R SHEG IR IFLRET 741 ke,
e am A LE, P<0.01; bon SEG0G N ZLNAYT P<0.01; ¢ /"5 0-3PUFAs [RFIHAL AL, P<0.05; d 7”5 0-3PUFAs
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x2 BHEKRMRHEHRETERILR

(x+s, n=8, %)

24151 n 24 h 72h
BT 8 169+ 1.5 164+14
G RRFLAARTA 8 16.7+1.9 17212
©-3PUFAs {5 &4 8 9.0+ 1.4" 7.6+ 1.0"
©-3PUFAs FFFiHH4H 8 8.3+0.8"" 73 £0.7"
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F1{i 201.10 201.10

P 0.01 0.01
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= gonz
= (LI
@-3PUFAs fik 741

Witk L AR P T % )

24 h

72 h
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M F R, DIKEAR R T REECY =, W
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