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AR R K IEATR G700, VAR B A A215 ] KRR, Anvk 7 38 IR 5 i 82 S 46 T 2032 A 3t SAP B 25 B 5[ 5145
TR, Fik RAMAEF R EH 190 X SD K Ko AR F K #4208 L vy ik 240 (octreotide,
OT 48) . TR ARA FmekF 4 ( F-H4) R AFE R AR H ok H(A424) , 5438 R, RAMAEF k|
ATRRRLE T 5% F R e shi = SAP A, #E3 h BRFRAREANMEFT ALK, H12 h 1 K,
OT 41 F iz 4 OT 1.35 wgM00 g, %4 8 h 1 ;L Hmi § X KA A k7 0.4 mLA0O 9,6 h Gk % &
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# AMY ALT 394K T 5441 (P <0.05), #46 h, 44240 FHH A& OT 4 fiF TNF-o f& TAHA 20 (P <
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ABSTRACT Objective To study the effect of Modified Dachenggi Decoction (MDD ) as whole
course therapy on mediators of inflammation in severe acute pancreatitis (SAP) model rats, and to com-
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pare interventional advantages over intestinal mucosal barrier (IMB) of SAP rats between whole course
therapy of MDD and early stage therapy of MDD. Methods  Totally 190 SD rats were divided into five
groups according to random digit table, i.e., the sham-operation group, the model group, the octreotide
(OT) group, the early stage MDD treatment group, the whole course MDD treatment group, 38 in each
group. SAP models were established with retrograde injection of 5% sodium taurocholate into the pancreati-
cobiliary duct. Three hours after modeling normal saline (NS) was administered to rats in the sham-opera-
tion group and the model group by gastrogavage, once per 12 h.1. 35 png/100 g OT was subcutaneously in-
jected to rats in the OT group, once every 8 h.0.4 mL/100 g MDD was administered to rats in the early
stage MDD treatment group, and 6 h later changed to NS (once per 12 h).0.4 mL/100 g MDD was adminis-
tered to rats in the whole course MDD treatment group, once every 12 h. The accumulative survival rate
and morphological manifestations of pancreas and small intestine were observed under microscope 48 h af-
ter modeling. Pathologic scores of the pancreas and small intestine were conducted at 4, 6, 24, and 48 h
after modeling. Contents of serum amylase (AMY), alanine transaminase (ALT), and TNF-a were also de-
tected. The expression of high mobility group box protein 1 (HMGB1) in the small intestine tissue was also
detected by Western blot. The positive rate of bacterial translocation in mesenteric lymph nodes (MLNs)
was observed within 48 h. Correlations between serum TNF-a or HMGB1 in small intestinal tissue and patho-
logical scores of the pancreas or the small intestine were analyzed. Results The accumulative survival
rate was 100. 0% in the sham-operation group, 79.2% in the whole course MDD treatment group, 70.8% in
the OT group, 45.8% in the early stage MDD treatment group, and 37.5% in the model group. At 6 h after
modeling, pathological scores decreased more in the whole course MDD treatment group, the early stage
MDD treatment group, the OT group than in the model group (P <0.05). At 24 and 48 h after modeling,
pathological scores of the pancreas and the small intestine decreased more in the whole course MDD treat-
ment group and the OT group than in the early stage MDD treatment group (P <0.05).At6, 24, and 48 h af-
ter modeling, serum contents of AMY and ALT both decreased more in the whole course MDD treatment
group, the early stage MDD treatment group, the OT group than in the model group (P <0.05). At 48 h after
modeling serum contents of AMY and ALT both decreased more in the whole course MDD treatment group
and the OT group than in the early stage MDD treatment group (P <0.05). At 6 h after modeling serum TNF-
a levels decreased more in the whole course MDD treatment group, the early stage MDD treatment group,
the OT group than in the model group (P <0.05). At 6, 24, and 48 h after modeling the level of HMGB1 in
the small intestinal tissue decreased more in the whole course MDD treatment group, the early stage MDD
treatment group, the OT group than in the model group (P <0.05). Of them, HMGB1 levels at 24 and 48 h
were lower in the whole course MDD treatment group and the OT group than in the early stage MDD treat-
ment group (P <0.05). The number of MLNs bacterial translocation at 48 h after modeling was lower in the
whole course MDD treatment group and the OT group than in the early stage MDD treatment group and the
model group (P <0.05). Serum TNF-a contents within 6 h were positively correlated with pathological
scores of pancreas (r =0.579, P <0.01). ROC curve showed that serum TNF-a contents could predict the
severity of SAP (ROC =0.990, 95% ClI: 0.971 to 1. 000). HMGB1 in the small intestine was positively corre-
lated with pathological scores of the small intestine (r =0. 620, P <0.01). Conclusions Early stage use of
MDD could effectively reduce the release of TNF-a, while whole course use of MDD could effectively inhibit
the expression of HMGB1. The latter could preferably attenuate injuries of the pancreas and the small intes-
tine, lower MLNs bacterial translocation, and elevate the survival rate.

KEYWORDS Modified Dachenggi Decoction; severe acute pancreatitis ; whole course therapy; me-
diators of inflammation; intestinal mucosal barrier
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FLJ I T e 2438 M T AT i PR S iR R AT
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45.8% AL 37.5% , 4l OT 4L FIRFAR4L,

411
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HIE R AN s BEVE 4y L, 2 R RS I F B
X (P>0.05),
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(£2) HSETARALK, BRI HLE 8 AMY 5]
BIR (P <0.05) ; 1145 6 .24 48 h, 5HRI4 Mg,
SRR R A K OT H AMY &K (P <0.05);
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3 M 48 h A AR LRI (HE, x200)
1 KRR E] SRR NGALEHE S (4, x £s)
4h 6h 24 h 48 h
415
il M R N7 il N e N
BFA  0.20£0.45(7)*  0.29£0.49(7)  0.40+0.55(7) * 0.43£0.53(7)*  0.25:0.45(12) * 0.25+0.45(12) *  0.17+0.39(12) * 0.17£0.39(12) *
A 3.40 +0.55(7) 0.57£0.53(7)  4.86+0.71(7)  2.71+1.11(7)  11.17£2.04(12)  4.42+0.79(12) 12.75%0.62(12)  4.92£0.29(12)
HL 3.20 £0.84(7) 0.71£0.49(7)  3.800.45(7)* 1.29:0.49(7)* 10.67£2.15(12)  4.17+0.83(12)  12.42+1.00(12)  4.75+0.45(12)
or 3.60 +0.55(7) 0.57£0.53(7)  3.800.84(7)* 1.1420.38(7)*  8.42£2.81(12) *23.25+1.14(12) * % 6.67 £4.70(12) *22.75+1.71(12) * *
A 3.40 +0.55(7) 0.43+0.53(7) 3.80+1.10(7) *  1.29+0.49(7) *  8.33+2.31(12) *£2.92+1.16(12) *2 5.92+4.30(12) *£2.25+1.71(12) * 2

T SRR AL, * P <0. 05 15 RUBATHEL, AP <0. 055 () 3R M 8h sk

HEMRAYE OT 4 AMY H#, 2R L% 8 X
(P>0.05),

SRF AR L, B2 4 Bof [ o5, ALT 3589 &8 7
(P <0.05) ; S bhdss, e fEd] R4 ). OT 41
K BFE] A ALT AR (P <0.05) ;15155 24 48 h, 4
R OT I T4 (P <0.05) ,(HeFE4 5 OT
2 ALT i, 2R G4 L (P >0.05) .

5 HURIEE S IMTE TNF-o KF HER (5 3)

EHRTARA A, i 4 6 h BRI M7 TNF-o J+
(P <0.05) ;146 h, SEIAA LR, e fEd] R
4} OT 20 TNF-o BJFEAIR (P <0.05) ,(He R4 557
W TNF-a KV, 25 Kail¥E L (P >
0.05) ;14 24 48 h 4[] HLiL, 55 G F3 X
(P>0.05),

6 KH/NHHL HMGB1 £k KT H# (% 4,
K 4) SEFR BRI S S/ A Z HMGB1

F2  KUURNFEIRHE S IE AMY ALT KFEEEE (UL, X +s)

4h 6h 24 h 48h
ikl
AMY ALT AMY ALT AMY ALT AMY ALT

BFR 20642:3850)° 0007 20765:381007)°  S4630(7)°  1500ML1(0) " IBMTBI0)  1BEEE(10)T  6670+10.36(10)”
BR 10647.4£1755.7(7)  210.43£25.95(7) 17062.2+2500.0(6)  362.67+24.13(6)  19535.0£2758.8(6) ~ 571.33+21.66(6) 18985.0+1627.1(3)  751.33£9.02(3)
B BEBOGR6(7)  IGLODL3437)"  BIRTR0B(T)T  2BTA(M) T ASHOLIIAST) T GO 37E0209()°  179.00:8834)"
O 94T.8:1929(7) 1071+0707)"  T8R0:ATUST)" 4MU2N0T) T  ITBhOLEHIO) T  2H.2eBA2Y) O 1526:054(8)° S HB519NE) "0
Ea 9488.6+1203.6(7)  170.43£15.30(7) * 8265.7+1431.3(7) " 07.71:20.22(7) " 2898.6+706.5(10) *  251.2017.52(10) “© 2333.0+49%6.9(9) * 2  92.89:19.78(9) *©

TE IR gL, * P <0.05; 5L g, “P <0. 055 () PUEUR 8 B R BB T 1, ek e BE T 1l AMY (ALT, BIBRFET- K

B AN R BT AMY ALT

R 3 AU G TNF-o K AL

(ng/lL, x =s)

2059 4 h 6 h 24 h 48 h

BFAR 4.52+3.29(7) " 4.69+0.58(7) " 3.90 +0.33(10) 3.76 £0.37(10)
ki) 16.13 £2.28(7) 13.61 £0.93(6) 4.29+0.02(6) 3.89+0.13(3)
R 17.63 £3.78(7) 10.80 £0.69(7) * 3.98 +0.17(7) 3.85 +0.14(4)
oT 18.07 £7.94(7) 8.09 £0.60(7) 3.78 +0.32(9) 3.73 +0.18(8)
EN e 13.63 +3.65(7) 11.06 £1.11(7) * 4.02 +0.03(10) 3.60 +0.21(9)

T SR AL, * P <0. 055 5 RUMZL LS, P <0. 055 () Py B0 I sh 4L
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F 4 KARFBHESNMIHLE HMGB Rk K- (x £s)

255 4 h 6 h 24 h 48 h

BFAR 0.15+0.02(7) * 0.16 +0.02(7) * 0.19 +0.03(10) * 0.17 +0.02(10) *

] 0.90 +0.02(7) 1.45+0.03(6) 1.72+0.02(6) 1.58 £0.02(3)

A58 ] 0.90 +0.02(7) 1.16 £0.04(7) * 1.24 +0.03(7) " 1.19+0.01(4) *

oT 0.88=0.03(7) 1.19 £0.02(7) * 0.77 £0.02(9) *% 0.47 +0.04(8) *~

S8 0.89 +0.03(7) 1.19+0.03(7) " 0.74 +0.04(10) ** 0.44 £0.04(9) "2

T SRR LSS, " P <0. 05 5 R L, P <0. 055 () PR R sh P IR BRAE T 454, 25 FE R (AL A0 AR , BACRASH IO 12K B/
L HMGB  BIBRIE TR IR, (G771 K BV Mm 4 HMGBA

A B C D E
HMGB1 o — e w25 kD
4h
A B C D E
HVGE1 | - |
6h
A B C D E
HvcE1 I . - D
24h

48 h

£

pactn [N S .

HMGB1

4

A B C

D E

v S S S 25 kD
Bactin R > >

A AT AR, B ABAIZH,C 4 ,D ly OT 4,E
ARl

EHEE SN IRING]

AN [E] B E] SN 22 HMGBA

KT (P <0.05) ;3882 6 .24 48 h, 5EAIA L
B, AR A4 B OT 2H HMGB1 /KRR (P <
0.05) ;i1 24 48 h, &FE4 & OT 41 HMGB1 /K
PR T HIHAH (P <0.05) ,(Hef4H 5 OT Ak, 2
SEGIFEX(P>0.05),

7 3EKi48 h £ 2H MLNs 201 8 Ao B PE i e 4%

(£5) HEFARAE B4 MLNs 4 &84 FH
£5 48 h 40 MLNs AL PHMHEE
4151 n FH %
BFEAR 10 1*
e 3 3
L 4 4
oT 8 240
S 9 2+4

T SRR AL, P <0. 0555 R4 s, 4P <0. 05

PEFTH R (P <0.05) ; 2241 . OT 41 MLNs 4l i# 51
PHAERUR TR R 2 2 HA4H (P <0.05) , (He 24 5
OT Al H#, =R Tstit#E X (P >0.05)

8 IMiE TNF-o J B BT 43 (1 AH 5 K o v
TNF-o 7l SAP ) ROC k537 (515,6) SAP I
1916 h NIIIE TNF-o 7K 5 IR T3 S ARG (r =
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ik N4 0. 990,95%CI 4y 0.971 ~1. 000, #&/1
TER W 6 h Py, I3 TNF-o 7K 7] #i i) SAP ™ &
R,

6.00 ° R2£E1E(L)=
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