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BHY: VR TEI B 0 R B A% RGO B2 48 P B2 4 ( MMLEC) 5 4= B — AL AL & Bl (INOS) |

e E R FEE F (TNF - o) (AN R 6(IL - 6) KX M REMA , HEITIR TR E R Bith MMLEC ¥LHl. ik IEHE K
L MMLEC JRAREESR , I FI %8 =% MMLEC #470F9Y . JCH A4 T & i < SUEE AE 2% i 4 R FEAR 2Y (i /K 40 mmHg,
HERE 90 min) , 5| FRARTEAT BRI EL IR 2% 0T B i, FF LATE 8 B bk BV T W R AR A 3 B, D 49 20k BE AR bk B2
TRVEH MMLEC 6 h, MRS | 1E 5 Wk 8 IE# M3 iR 4 3% ( FBS) \DMEM B 5% W& /E 4 %) iR, @B MMLEC
% ¢cDNA,RT - PCR #:l] iNOS.TNF - o % IL - 6 mRNA 3k ; [ B4 55 55 - 3% MDA NO.INF -« JZ IL -6
FRMWN, HER 4% LWRERRFMERIEM 6 h J5, MMLEC ) iNOS,TNF - o, IL -6 mRNA ik Dl R i3 b
JH ¥ MDA \NOTNF — o #1 IL - 6 7KV .35 5 F IE 3 Wk B2 TR A PR S M 3R 4  IE % I 3% 41 \FBS 40 LA & DMEM 41; B
RT3 AE A MMLEC 6 h J5 /) iNOS.TNF - o IL — 6 mRNA 23k D) J2 5535 VS WY MDA NO.TNF - o % IL -6 7K
FBEBTIERMKERA ERIMFEH FBS 4 L1 F DMEM 4, 45 JR 5tk B & v {8 K B MMLEC fy iNOS,TNF
—a J IL -6 mRNA Fik3458 , (253 B B R0, T 75 S 40 M3 4
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FEAHOM B N B2 28 il ( mesentery micro — lymphatic endothelial
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REAAEZIEM . AT, X MMLEC 5 BIEFF LA K 54k
TLBALZ BB R R , BN AMFR B . AR E R IR
IR ELR AT 3 MMLEC #5145 i 2t L, 3 — S WG R
PRFE R F (tumor necrosis factor — o, TNF — o) \H AT K 6
(interleukin -6, IL - 6) DA %5 5 8 — & 4L & & B (inducible
nitric oxide synthase, iNOS) B35, 8 311K 52 ik 2 & 1 43
MMLEC FJE FHLA -
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JrE#EAT KB MMLEC R (e 28 =RUs, AT
gt
2 fReE M ERR MR E

R 220 - 300 g By fEERE Wistar HEMER R (B 2R
GEsh Y BRI 0 ) WU EST 2% FI S E 240 (50 mg/kg) &
B RREE, LA Lamson ¥ B 3UE 30 JKJ5 ML 2 Ml FE 40 mmHg, 4E+F
90 min, & HIEMEKMPERTTRAS | 4ERRI0 R , AR
SR I 2 iR bR IR (4 i) ,Bfji] =20 min, 7E
GRS RS ATRE R TR, 51 s R B B, 51 e
B3 h,5IWENO0.5-1.5 mL i fi, BOB EER,&E
F MMLEC A, #aKBRE #EERmERERE S, 17
EFEAR, #IEE , FREET G 1 h T8k, 8.0
Tl IR KIS . [RAE, BURS  EH R B, 203 5 AR E
FR FEER EL YR A B e T o 8 0 3
3 Xwad

43 HHe B ORIk B 9 AR 7 I 2% L 1E B Ok ES B FD AE B Il
¥ 5 DMEM 355008 G1F IG5, R R AL 3 B 3R 4k
ERZE A% , R 10% 5415 (FBS) k= HAX R, 55
=% MMLEC L [Fig & . L5524 6 41:A 41 (10% FBS) : 1%
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FRIK N DMEM + FBS; B 4H (IE# ik R4 ) - 5 F= 3y DMEM
+ IEHRER;C H(RTEME R ) 3R CH DMEM + 4k
TEMRELE ;D 4 (IEH MK A) 35 IRy DMEM + IE% I3
E 2 (URFEIMIEAH ) - F5F- W DMEM + {RITIHE ; F 4 (T
TEXTHRA) 557 DMEM,,
4 FRABE

4% LR BE AR T Ik B VR TE H IR R VR TR I 3R AR 5T
I35 MMLEC 3[R 6 h 5, /085385 FIF|, B - 20 C
UKEERAE . IR KL E 6 h 5 i MMLEC, £ /% & 1 5§
THAL, 22 TR, Trizol — B4R RNA, 8% 5%« RN 44
T 40 uwL, BFEFRA RNA 2 pg LS|4 100 ng .5 x HifEs%
buffer 8 wL.10 nmol/L dNTP 1.25 yL RNasin 25 U(MBI) .
ke 200 U ( Promega) , 70 °C 5 min, 37 °C 60 min,95 C
5 min KB cDNA fR7F T - 20 CIKAE,
5 EFEEREN

FEAR R RO R A B R, i s R A H R R
(TBA) fi B & MDA ¥ B2 R IRIE SR A 2 I %€ NO, /NO;
WeRE (BN & B R s @ LA Y TARR ST AT ) 5 ELISA 3l e
TNF - o IL - 6 7K (Al &l A RIS LAY THREA
RAFD ; EEREAERRAE DT EE,
6 iNOS.TNF - «.IL -6 mRNA FTix

Fi B - actin fE A S, AR GenBank H HyE:H 751,
i3 Primer Primer 5. 0 5143 5K AR5 B R H 519
JF51,iNOSTNF - o \IL - 6 5|91y L igAY) TREARRS A
BRAEIE B, iNOS 5|#): Eif 5 - TCC CGA AAC GCT ACA
CTT -3’; Fii#5 - GGT CTG GCG AAG AAC AAT C -3, 15

FBCKBE 315 bp, TNF — o 5[#): L3 5 - ACA GAA AGC
ATG ATC CGC -3’3 Fii 5’ - CTA GAC CTG CCC GGA CTC -
390 A Br K B 692 bp, IL -6 3|4 % 5 - GCC ACT
GCC TTC CCT ACT TC -3’5 T} 5’ - TTG GTC CTT AGC CAC
TCC TT - 3°, 43 - BE K JBE 500 bp, B — actin 5|4 147 5" -
TTG TAA CCA ACT GGA CGA TAT GG - 3°; Fiif 5 - GAT
CTT GAT CTT CAT GGT GCT AGG -3°, 4%} Bt K. B 764 bp.,
Kt 5 i 9 cDNA 3#47 PCR ¥4, RN &4 0. 94 C
5 min,94 °C 30 5,56 °C 30 5,72 °C 45 5,35 PMEH, LK 72 C
7 min, PCR =128 1. 5% S BERC UK , % 5MT T s
BEATEE L, LR B B SRB T R, R AR R
5 B — actin FARN HUEA S FRIE R A9 RK TR
7 GiTFLE

HARLAIR + SRR (7 £ 5) RN SPSS 11.0 fRGLH7
B e X - AR AT ¢ AR AN N R 7 204

# =X

1 AEHE KX MMLEC 353 &% MDA NO,TNF - o,
IL -6 7k FH90

MMLEC 5 4% £ EMARTHERILFEET 6 h 5,1k
TR B35 VW MDA \NO; /NO; ,INF - o IL - 6 7k
IR R BB A R T M 3R A | IE K I 3% 41 FBS 41 DA K&
DMEM 4] (P <0.01,P <0.05) ; /K55 i 3% ¥£ F§ MMLEC 6 h j5
B 5% L3 MDA \NO, /NO; | IL - 6 /K V& FIE# W E R
40 IE W I %% 4. FBS 4 DL Jx DMEM 41 (P < 0.01,P <
0.05), MFE1,

®1 HREHRBE MMLEC 55 EERFEEEFRIRM
Tab 1  Effects of shock lymph on humoral factors in the supernatant fluid of MMLEC(% £5. n=6)
Group MDA NO; /NO; TNF -« IL-6

( wmol/g protein) ( wmol/g protein) ( ug/g protein) (ng/g protein)
FBS (A) 0.781 +0.204 35.67 £9.45 1.145 +0. 404 2.51+£0.74
Normal lymph (B) 0.881 £0.191 33.28 £8.17 1.081 +£0.417 2.88+£0.79
Shock lymph (C) 1.642 +£0.267** 24 79.82 £15.63*" 44 1.916 £0.509 ** 4 7.65£1.12%*44
Normal plasma (D) 0.775 +£0.216 31.22 +7.54 0.952 +0.412 3.01 £0.96
Shock plasma (E) 1.151 £0.263" 52.64 +10.25"" 1.256 £0.479 4.56£0.88"
DMEM (F) 0.846 £0.249 36.66 £8.16 0.988 £0.394 3.10+0.81

*P<0.05, " P<0.01 s A, B, D, F group; “P<0.05, ““P <0.01 vs E group.

2 fRE# B3 MMLEC iNOS mRNA % i%B92 0
MMLEC 5 4% 2% B R SE IR EL I LR E 6 b )5 Ik
TR EL VR ZH iINOS mRNA ik K5 F IE Wk B R 4 K TE
M3%ZH IEH I3 2H FBS 4 L &% DMEM #4H (P <0.01) ,{K3%
3% 46 MMLEC 6 h J§ iNOS mRNA £33k /K PR E & TFIEY
WREIE A IE % M %% 46 \FBS ZH L &% DMEM £ (P <0.01) ; H
EARITGEIT¥EX(P>0.05) , WE 1,
3 #hE#HEKx MMLEC TNF — o mRNA ik 895400
PRFTHRELBAE FILL TNF - « mRNA KA BEH THES
(P <0.01), B K7 1 % & F§ MMLEC 6 h J§ TNF - «

mRNA W FREKF R FIEE WA IEF M3 4 FBS 4 LA
J DMEM 4 (P <0.01) ; KEAR T T2EE X (P>0.05),
WA 2,
4 fREHMHEREIT MMLEC IL —6 mRNA Fi%HS40H
MMLEC 5 4% A9k B RRTEMRERILFEFT 6 h 5,4k
FEMRERAIEF4 IL -6 mRNA I RZEER THELH
(P<0.01) fRFEM3AE A4 IL - 6 mRNA {3235 Kt &
FIEH R E WA IE 7 M 3% 41, FBS 41 &% DMEM 4 (P <
0.01), L& 3,
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Fig 1 Effect of different treatment factors on iNOS mRNA ex-
pression of MMLEC. A. FBS; B: normal lymph; C.
shock lymph; D: normal plasma; E: normal plasma; F:
DMEM without serum; M; DNA marker. *P <0.01 vs
A,B,D,F groiup; P <0.01 vs E group.
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Fig2 Effect of different treatment factors on TNF — o mRNA ex-
pression of MMLEC. A. FBS; B:. normal lymph; C.
shock lymph; D: normal plasma; E: normal plasma; F:
DMEM without serum; M: DNA marker. " P <0.01 vs
A, B, D, F group; “P <0.01 s E group.
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Fig 3 Effect of different treatment factors on IL — 6 mRNA ex-
pression of MMLEC. A. FBS; B: normal lymph; C.
shock lymph; D: normal plasma; E: normal plasma; F.
DMEM without serum; M: DNA marker. *P <0.01 vs
A, B, D, F group; 2P <0.01 vs E group.

3 FEAAEEHET MMLEC IL -6 mRNA 3Ri%
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YRR 0 B S8 R AR 7 A Y RE (A9 40 B Sk b A A
BERES)  RIEEEE R, AAEYERGRIRES,
I B 2 QA TR A 2 S AR T BB R AV 5 | A2 4 P P 40 B8 3 8
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FEIR EL TR | A U L S I A 19 4 B 43 F B, DA Rk ES
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PR 4l B T VR, survivin 5 caspase - 3 FER RS
A AE 40 M N R T 5 R B survivin i BBBH IE caspase -3 /9
B RIS, T I SR T AR B AR S B A
survivin 135 4 i A A K #4380 CDK, 454 ,{f CDK,/P,,
BEYTH Py RO 5 LB caspase A8 H.VE FH 1 41 il
Fas /- S FAALIE T ; survivin 5 CDK, 45& )5 b Rl {2 {# P,, it
B CDK,/cyclinE & &1k,15F Rb B8ER LI S5 sh AR 41, {2
BEARML A>T, BEE survivin B33 FIE K caspase -3 F
SRR TR, PR LR, 3k [ & 90 o 4 0 T S AR k4
P R MER , T A2 68 F B LA A U8 - B g, AL A
I T R, AR TFENEN R4 .
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