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[ E) 8& - HBtABRKEMERGS THU/TH FERXR. &k RAFTRKEA LPS EH KR ARG, A
ELISA 54 3 H A i 32 8 41 (PBMC) =4 IFN — v IL—4 K FE R IFN - v/IL— 4 Wi, &R SE¥XTBEHMEL, 24
R 45 A M PBMC 7= 4 IFN— vy K, IFN - y/IL -4 LA EAE (P<0.05; P<0.001),Ti IL-4 K FER LB EH
(P>0.05), ALK BYU R BRAREE ALL, 2 #: LPSIKTeiti it , 4k A Thl /Th2 XA REF R ELE.
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Acute lung injury induced by endotoxic shock and imbalance

of Thl1/Th2 type of cytokines
ZHANG Mingjing , et al
(College of Pediatrics , Chongqing Medical University)

[Abstract] Objective : To investigate the type of imbalance of cytokines and its relations to the ALI induced by endotoxic shock.
Methods : ALI rats model was made by injcting lipopolysacharide (LPS) into jugular vein. Enzyme — linked immunosorbent assay
(ELISA) was employed to measure interferon — Y(IFN — v) level, interleukin — 4 (IL — 4) level and the ratio of IFN — 7/IL — 4.
Pathological examination was made under optical microscope at the same time. Results : Compared with normal control group, the IFN
— 7 level, the ratio of IFN —~ 7/IL — 4 increased significantly( P<0.05; P<0.001)whereas IL — 4 level didnt’t change obviously( P >
0.05) . Pathological examination of lung tissue proved the presence of ALI in rats. Conclusion : The imbalance of Thl/Th2 type cy-
tokines exists in the endotoxic shock — induced ALI.
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WERAKR MR R ™E GRS E H B
BR AMEEENIFREZ —, BRTA RSB G
55 B4 B T B R & A B (pro — inflammatory
mediators) A 3 , HLAKRZEF= AR 2 R 5 B [F] B £ A B
#RAE X ML (antiinflammatory response) , J& & X T ¥4
HRRAEHRGER ERANRERERAEE
B, P R AE R LK $55 2 S vE I R 15 i A T R
PO 4R 4 SRR A 48 IR S 4 0 2 485 IR R 5k
EMEERA. THEKE4M Th1/Th MIhEE
REHE B DL (R & FIPT R R BL I R @ E 5L, Thl 2
ML TIE — y(IFN - ) SR RA A F R
F,Th2 KHMMELFWENE — 4(IL - 4)FHRHA

RN KAHQI0- ), %, FHER B+ RLHEEHE
BIRFRER,

ESHH: € ATEALTEMASMLSFBI(FARB F:2002-42-21),

M F £, B i A Se B R B T R 4 Fidt
REEE, Brol, 2B EA A NREERERE
W Th1/Th2 K41 A FRFEHR—IFN — 7. IL -
4. IFN-v/IL—4 A8, ME T A ERIK STt 45
KESME M #4087 4 Thl1/Th2 KHAKRHAF
KF T HAREFRENLEB R SR RXR.

1 HRSAHX

1.1 BENEARSA

HEYE Wistar KB 20 R, 4KE 250~ 300g, HEKER K
LK Y ORE, ELFTRKEANER(LPS)ER K
RBEMHR R,

BEBLA 1y 2 1 2 VERF G4, E R X R4, &4 10 A,
SYERIRGE : 1% 8 B Z e 30me/ke B 1 1 5K
B, 4% LPS $ 1mg/100g(10mg/kg) ZFMABKIEA , B SEME
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Shie , REITH KRB, £ .0 = 5 7 B 7 28 4 40 i
A8 ERAUERLT (FFARS), EFMHEALUEA
BB KRS ENRGAN LPS, HALGARE.,
1.2 £BF5ik
1.2.1 #R&fE®  KBSMNA %4 40 B (PBMC) 3 5 I iF
BRI & ERBERET (1% R E 2 998 B 5 30mg/
k), REITIF AR ME , 6.0 ZEFRB M Sml, FFEH & (5
~10U/ml) , F3 96 B B8 1 30035 3143 3 9 1~ B 40 i (PBMIC)
AASRUOT.-APBSHRENEORE1EEEBNES
BOKEHABRSEBR L, ER P, KFE L 1500r/min >
20min, BEE R R EHM, B PBS BB 3 K. 1% EHE
TRETHMIESEIS% LI LG, HA 10%FCS B RPMI -
1640 W E B 40 M 35 R R R 1 X 10°/ml, 7F 24 LI
B & B B R 5 A M IE % %t B4 K PBMC B ¥ 1ml, 4
SE A BN A PHA (28 9% B 0 100pg/ml) #1 LPS(& KK 5
2pg/ml) R R B, 7 5% CO,,37C £ T H 3% 72h,
Bl REWELER, E-30CHRE. EFRN,

ABEWASARBEI A NH & LHITHAARBES, &
HMEM KAEA R RKRARTH  FRESE 240, F
MaRY A, 88 HE fefe, MERM A S RERE.
1.2.2 B¥AFE FHEBIFN-yRIL-4 KFEMERB
PIFiH L ELISA % (A EWA RN S LM TBRARA
#).
1.2.3 XBETHASREFNE.
1.3 %t #F5k

ERAHP RS RN, R SAS KA, #1TIE
SHERMFEFHER, X T HEFHENARHEASEK
RN BB, AFER ' RRBEPERREFTEFTEF
fEr R, BBKHE «=0.05,

2 & B

2.1
7083

ERARGEAE LR BRAMEE T AP

*£1 AURAGASEEXNRAARETF
KERER(z+5,n=10)
4 # ° IFN-7y(pg/ml) IL-4(pg/ml)
N pogk:l 52.53+20.39 1.85%0.39
Stk 249.00+72.75 1.82+1.20
t 2.61 0.03
P <0.02 >0.05
2.2 WHAXAAERAMALHEZLA(ALE1.2)
IEEXTRA . KIEWE KBRS EERLL, L
HERERE, WALARBEY R ERREES
Wi, SR, MRS B B, TSR Y

A REFEE RSB H AR

28.32+8.97
164.30£89.54
5.08

<0.001

IFN-7/IL-4

SV R 5 4 - K A UL B 1 B K, B R B
KARE, GEMBLL, T RART S R, P
Hith , AROBIRA AR KEE . ALK EEY
RERFAKEHNYEY K. FEm, 5408 eE,
MR ERE, KEQHAREE RE, Wk $
AT MM RERL AN, 4RSS

H1 SERHRY%E(HE > 100)

B2 E¥XRE(HEX100)

3w #

41 i 5 F (cytokines, CKs) & #5 B 16 £L B9 S BE 4
Mo e R M ), B ZRAEY B, 6
BAIMATRERRIERMK/NF FEARSE
R E—KEFRUELRRN YR, AREFEN
BEHBE— TR —ME R ERRE N
R GEFHRARAMENEE . BEERER, KA
LA Fe 4 M BN 1 O, A M T 4 ) A
B FRS A REF AR ZERREIRE .
it R 4R E s >, T R ER RN,
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HEERTENERERG

WEIEH, G HEERE MR GH T ER
22—, MG AENFEHERASHAMEE S I
R BINFER(LPS)F X, LPS &®RA N
KB, A BIE RN A RS R AR
AR o LR PMED:LPS A KK
KNG 5h,SME M BB ARRRE 5% BB Thl 2
MR F(IFN - v) K ¥ 5, T Th K4REF
(IL-4)KFERERENE, HIHE [FN~y/IL-4
HEKE RENFIEL AR AL 2ERRG. X
W7 LPS R mnt R R B F SRR EFHE
YE R B9 2k 5 2 30 LPS it EEHLH,

IFN -y 2t G ERE R =E ML)
BAMETZ—, CRA B WA MRS E T,
hEAESERHM TNF - o RiFFE NO 48 (iN-
OS)F&Kik. TNF — o B8 H £ 6 it i B P8 Bz 40 8 A
it 11 % e A A, 1) Bt SO P B 40 MR I
B IL-1.IL-6.I1L -8 F4IRE T, @it H
BUE RIS, BACE Z R R F, “REK
KRAERFESE), LPS RAMERE FHES NOS &1 ¥
B ARBE NO KB BRA, B RpEE o 1 it B Fn 40 g
EEHERA, S EMHAR B, W IFN- YR
EH SRR B V4R | i B PN B 4 & MHC
I EHiRpES, R R E4RS T R4
HER AR EN T AMRIaEHEE, RBUTAS
M E, M IL-4 MEFRRENE, B
LPS S-S R AMRE £, mERHEREEL
VA LUE NSRRI E AR RO BRERE,
HEXBRP RRETF IFN-y kK FEEAS, ML
BEF IL-4 KFEBEZ,HIMEIFN-y/IL-4
R TS, B R L TRIOME R BN, b &
HFHBARR, SRR F4&, 5 EHR R,

FriL, A] LAE S A Thl/Th2 #9434, 88
LT, 5% Thl RAREHIEBERA RN %
BT, KRR R A RTE, XTRERBTIA S
PRGN EE S,

ZEF 25 e R 5 B BL & R EPLE, B
AN A 55 95 J A 8T AW 22 1R 4 IR ( dendiritic cells,
DCs) ™4 IFN - y R B FHRBHE AL, [
B SHEAEE XARBRANBE Y RHEE
FAB R A %
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