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Effect of enteral ecoimmunonutrition on hepatic injury in swine with acute necrotizing pancreatitis
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[ Abstract] Objective To evaluate the effect of enteral ecoimmunonutrition (EIN) on hepatic injury in
swine with acute necrotizing pancreatitis (ANP). Method With 20 pigs, swine model of ANP was induced by in-
jecting 5% sodium taurocholate into the pancreatic duct. 24 hours after the ANP models were established, 2 pig
were dead, and the remaining 18 pigs were randomly divided into total parenteral nutrition (TPN) group (n=6),
elemental enteral nutrition (EEN) group (n=6), and EIN group (n =6), and received nutrition support for 8
days. The level of plasma endotoxin and serum concentrations of AST, ALT, TNF-a, and IL-6 were measured at
different time points ( before model establishment, 24 hours after model establishment, and the 1, 2, 4, 8 days of
nutrition support). All the pigs were sacrificed after the 8-day nutrition support, and ascites quantity, hepatic ma-
londialdehyde (MDA) , superoxide dismutase (SOD) were measured. The mRNA expression of TNF-o and IL-6
in hepatic tissue were detected by RT-PCR. Pathologic changes of the livers were analyzed. Results 24 hours af-
ter the ANP models were established, the plasma endotoxin, AST, ALT, TNF-a, IL-6 in EIN group were signifi-
cantly higher than the levels before model establishment (all P <0.01), but not significantly different from the
other 2 groups. After 8 days of nutrition support, the above 5 indexes in EIN group were significantly lower than
those in TPN group and EEN group (all P <0.05). In addition, the ascites quantity, hepatic concentration of
MDA, the expression of TNF-a and IL-6, and hepatic pathological score in EIN group were lower than those of
TPN group and EEN group, while hepatic SOD activity was higher in EIN group than in the other 2 groups (all
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P <0.05). Conclusion Early EIN could attenuate hepatic injury in ANP from various aspects.
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Fig 2 Changes in levels of serum endotoxin
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%1 TPN 4. EEN 4# EIN 4H4E Il TNF-o, IL-6 ¥4 (pg/ml, % +s)
Table 1 Changes in levels of serum TNF-a, IL-6 in TPN group, EEN group, and EIN group (pg/ml, % +s)

d1

d2

d4

d8

633.76 £171. 10
662.58 +138. 15
608. 89 +152. 62

243.36 £97. 45
254.47 +83.73
240.72 £76. 35

132.72 £30. 05
144. 89 +40.27
126. 46 +37. 34

303. 42 +134. 35
68.77 + 16.23P
30.11+  9.12b¢

il L AR R 24 h
TPN (n=5) TNF-a 14.23 £3.00  476.45 +150. 53*
EEN (n=5) 14.41 £2.94  493.38 +118.59*
EIN (n=6) 14.19 £2.72  461.59 +128.25*
TPN (n=5) IL-6 19.27 £2.94  342.17 + 34.45*
EEN (n=5) 18.92 £2.97  320.54 + 52.76*
EIN (n=6) 19.66 £3.39  354.26 + 34.63*

276.31 + 28.12
283.19 = 36.30
260. 53 = 34.01

204.25 +38. 44
214.11 £26. 30
195.23 +£37.07

157.19 +£25. 65
159.37 +18. 56
146.32 +18. 30

321.15 + 31.41
71.45 + 13.20°
36.42 + 7.24bc

T SYERETHE, P <0.01; 5 TPN 41H4:, P <0.05; 5 EEN 41 14%,°P <0.05

2.3 JF4H4 MDA & & . SOD % Jj & TNF-a mRNA |
IL-6 mRNA ik

TPN ZHfF i MDA & & B & & F EEN 44 #1 EIN
40 (P=0.041 10.022), H EIN 4 MDA & &1k F
EEN #40 (P =0.023), EIN 4 fF414! SOD 1§ /1 & F
EEN 201 TPN 41 (P =0.034 #10.018, F£2),

EIN 4 TNF-o mRNA. IL-6 mRNA (#3535 %5 &5
{&F EEN 4 F1 TPN 4 (TNF-a mRNA: P =0.036 F
0.015; IL-6 mRNA: P =0.033 #10.009), HH TPN
HIYRFER (P=0.23, £2), EFRSIEHHN
FEWEFFFE TNF-o mRNA, IL-6 mRNA 357K
FEFEIEAE (r=0.71, P =0.008; r=0.85, P =0.003) ,

3 g

ANP 5| % 1) & A R XA E R E S BRR R
BERIEMRX, HFMEERK ANP f5%#E, HHA
KRB R RPLRAI A ERE . B HTE A ST A 0 7T Ak
5HEEANTERMER “ Z®ITE” . SEBEBRR
P BB 4 B RAE R BLZE G 1E (systemic inflam-
matory response syndrome, SIRS) ., & B 1 &5 E K
BB A A L K JE IR R A SRR K FE R R A
K1, 78 ANP R B A, X 2 R R M H 2 X A
BT % R B, T hm K AR R B DR 25 TRk R
BT HUXSBUR A R . A LRl #r ANP B 89 fiF
WFHA, WE EIN X ANP fH8E O RPIER, I
BT H AT BB FE B o

AL, EEAT& AP EE AST, ALT ¥

FEIEHJE, ANP i F)5 24 h, 54 AST, ALT ¥
HETHHE, EEN4l, EINHEERS 2 RERBG
BPF R, H EIN FREEBE, M TPN 40 55 H
o ANP I KA % 100% , 5 CHRIRE HA —
', [ A R B R R EIN 20 9 FF 40 e 2 o A
P, WL, RIEIMIZEREERR, T H&HMIE
TRER LG ER L, ULHX ANP B #5256 EIN
RZEW, AATHIERIKE, B ANP 5[& M T
ME

ANP i FRIEIZE G, HEBERIRZ . MIERE
5. SR FEETH. RIEN o ERR. BRE
AR T % BE R R e 1, st
B, WELANBRBAL, BEIT K0 R EE
PEARFRE, 5 FFRE Kupffer 46 il 35 i #5 i 32 & TLR4 |
TLR2 %454, ¥IE NF-«B, 5IHERIE A A& 40 i B
FREBH, #SIRS RFE#HE, H#E—-FME
[ E B R T RE RS, TP BB TR 3R, FEATRR
ANP FER RS AL ISNA M AN FERAKEF S, H
B 4 X EEN 44 & EIN 746 F R, EIN 4
THEE B &, M TPN 41 0] £ ¥ 7+ %, H AST,
ALT 54 A M A FE R BHEALA -, A, &
% 8 d J5 EIN 4% JIf TNF-a mRNA | IL-6 mRNA %3k
KEBBIKF EENH K TPN 4, BEFH S d5K4AN
7 Z WA TNF-a mRNA ., IL-6 mRNA 7K 778 IE
5%, UiBE ANP 5[5 ) iz 18 B B o Ak B Ag 2 5 3O
BEMNEERERZ —, BN EIN 7] DLk 5K 3 7 bk
BRIIENEFRES, RSB hEERK, &3

K2 JFHZ MDA &8 . SOD & /i f TNF-o mRNA, IL-6 mRNA ik (x +s)
Table 2 MDA concentration, SOD activity, and the expression of TNF-o and IL-6 in liver tissue (x +s)

45 MDA (nmol/mg-prot) SOD (U/mg-prot) TNF-a mRNA IL-6 mRNA
TPN (n=5) 0.78 £0. 14 197.54 £42. 11 0.82 +0.07 0.94 £0. 16
EEN (n=5) 0.56 +0.08* 265.42 £32.17* 0.59 £0. 04* 0.64 £0.09*
EIN (n=6) 0.39 +0. 06> 356. 04 +63.25%> 0.30 0. 05** 0.35 +0. 06>

H: MDA: WZR; SOD: BAMYLLE; 5 TPN 411L%:,°P <0.05; 5 EEN 411048, P <0. 05
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BERGREENIEM. EIN 1/ Gln, Arg ZEHFE L
BN EEREYR, TR LEARAT; Ag
5 NO MBI B, W okl id s, B0 i B
MRES, BARBEEBESE " s =555 B 5 e
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JFE e & EEAERY . £ ANP if, TNF-a,
N3 R S5 S Kupffer 41 fifg K Hh o0 40 i 7= A8 P Ik
B, BRCKER A B, @R |t
T E B A8 35 W 7 5 | S JFF 4 B 0 3 . EAS B
, FFRERIEA TPN 4 F4H5 MDA 5B 8
% F EEN J EIN 4, T JfF 460 % B % 19 EIN 41 SOD i
Fifm, X=EK EIN 1 Gln 1] 4 2448 & 1 3
WIRHEAMH BRWRBE, IR0 Arg 1 IR 5036 B 36 1
BAE B BEN A, BUREX S E, i
A T IR A R N B R IRE R R B A L R
Bf, B8 dJ5 EIN 4 jE K &8 8/ F EEN 4 &
TPN 28, Murr %) 3 53 STU6-4F B JE JR 26 A 36 PE R 7K
AR T A Kupffer 40 7= A4 4 M B 7, 5%
RS E A 40 ML 0 1=, T EIN H#9 Gln 1 Arg fE
B B B R 4 e T RE, B i B X K 4 9 )
e, WABRIRTES R E R, D B R R
MEBAREN, BRI AR E

ik, BN EIN ol 3@ i R 3 B dE B R T RE, U8
BIH IR N EE R LA & SIRS, WA B i K&
JERRRARCE K BEZHEER, B ANP BT 38U
WE, FHIEY N FBA EIN qJ /£ ANPIEIF
EERY, H B Arg 8987 L 25 4 W R
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