DOI: 10. 16016 /j . 1000 -5404. 1999. (4. (03

1999 4 ACTA ACADEMIAE MEDICINAE MILIT ARIS TERTIAE Apr. 1999 235
SRR HEE  FRE ) 400037
H e 2(M1P-2) (AL
. JiiE: ALI M IP-2 mRN A
g5 ALI M IP-2 mRN A ,
(M PO) (r= 0.729,r= 0. 885, P < 0.05) ALI
M IP-2 28 M IP-2 ALI
(PMN) , ALI
-2 ;
R563. 02; R392. 1
(Acute ]ung ” MIP_2 mRNA

injury, ALI) ,

)

-2( Macrophage inflammatory pro—

tein2, MIP-2) mRN A s
ALI ( Polymorphonuclear
leukocyte, PMN) , ALI
1
L1 £ Z5EHH
Wistar ( )s
Oui— B (LPS)(Sigma), MIP-2 ¢DNA
( Partricia A. Olson ),
( )
L2 RKEAAREFEZNH ALIBEAGE S
Wistar 50 , s 180~ 230 g,
ALT 1 3 6 12h
LPS 5 mg/kg,
(BALF)
1.3 RRMH MIP-2 ¢cDN A 4£4+H09 #) & BARIT
M IP2 DN A t HBio
, s DN A, Eco R )
MIP-2¢DNA (1200 bp) , 1
1.4 RAF£4LE RN AR
- g
1.5 B8P B4
RN A,
> 1:g RNA
, ( CS-9000 )50t m
* ,No. 39670311

o o235, 5 s 254

.6 R4 erm4sde 3
3] . Alllh ,

L7 o3 BARE 4R 8 KA i A A B (M PO 2

[4]

1.8 #dEAe

1 MIP-2 cDNA

Fig 1 Identification of plasmid PBR322 containing
MIP-2 ¢cDNA by EcoRJ digestion
A PBR322 digested by Eco R¥
B A /Hind II+ EcoRd

marker

2

21 NEZFHS ALIXRMAEZ BEFT 1L
ALI

s

. 300142



236 21
, , , . s 4 5
PMN (Macrophage, M?) [EMiP-2 mRNA |
22 X AEMEERR (BALFA micitd o £ 200 [ ¥ P00 e conirl
ALI BALF . PMN 250 |
(P <0.01) (AM) PMN 2 e |
=
, ALI3h 2 150 ¢ =
£
(P <0.05 Q0o01), 1 S 100
B
1 ALI BALF o
Tab 1 The white blood cell count and — ALIA ALI 3n ALl 8h AL 2R
differential count of BALF
C Cell count X 10° /m]) 2 MIP-2 mRNA
o WBC PMN AM Fig2 The content of expression of MIP-2 mRNA
Control 8 3. 05 0. 64 0. 026t 0. 002 0. 874= 0. 023
lh 8 5. 15k 2.37* 0.334t 0.054* 0. 59t 0. 062 T Stang:d
3h 8 8232537 0.548F 0.063° 0 434k 0. 065 e SEe W
ALI - -z= -2 ALI th
6h 8 10 67E5.57"  0.542F 0.072° 0. 357 0. 0547 AR =
12h 8 9 13:2.68°  0.434f 0.053° 0. 425 0. 058" ALI 3h
* . P <. 05,** : P <0.01vs control
ALl 3h
2.3 MfiZa42 MIP-2 m RN A & 24 #7 ALI 6k
ALI M IP-2 mRN A _
(P <0.01), ALI3h s (52. 6 T _ ALIIZh
7. 15) pg 10tg RN A, (267. 14 34. 48) pg /101 g Control group
RN A, 23
2 4 ML RAL R 3 MIP-2 mRNA
ALT 1h ’ Fig 3 The expression of MIP-2 mRNA by dot hybridization
s MP MIP-2
- - o ::'_‘:___--“ ) e A -
4 ALI1h , MIP-2 mRNA (RAz 4 X 210)
Fig 4 The positive signals of MIP-2 mRNA in macrophages surrounding the bronchioles of ALI1 h group (ISEK 210)
5 MIP-2 mRNA (R Az % 30X 210)
Fig 5 Negative expression of MIP-2 mRNA in the lung of control group (ISPK 210)
25 mEBRIFELYK MPOE T U/ml]( P <0.01) M PO . ALI
M PO ALI3h [(1.321F= 0.699) U/g], 6h [(2. 764 0. 283)

[0. 47+ 0. 017) U/ml],

6h [(0. 228+ 0. 201)

Ulg I( P <0.01), 2



4 , 2 237
2 Al ALI M PO ,
MPO 6h . MIP=2 , MPO
Tab 2 The MPO activity in plasma and lung homogenate M IP2 m RN A
Group n Plasm a Homogenate M PO M PO
Control 8 0. 0468+ 0.0174 1. 32t 0. 699 ’
ALI1h 8 0. 0498t 0. 0167 1. 85 0. 983 PMN °
ALI3h 8 0. 1370+ 0. 0340™ 2.245- 0. 385* , ALT MIP-2
ALI6h 8 0. 2280t 0.2010°* 2.764E 0. 283" PMN
ALT 12 h 8 0. 1880t 0.0186™ 1.799t 0. 170™ ALI

¥ P <0.05%% :

P <0.01ys control

26 MIP2mRNA%#A MPOFE ) a94aX% %
MPO MIP-2

(r= 0.729,r= 0.885, P < 0. 05)

MIP-2,
, ALI1h

. ALI

[51

MIP=2

CDi, /CDis
PMN
MIP-2 m RN A
0.01),

)

MP MIP2 mRNA

B

s MP MIP2
, PMN
. I~ 10 nmol/L ,
Bl ., ALI
(P <
3h ,6h ;

Dower W J, Miuer J F, Ragsdale CW, efal. High efficien—
cy transformation of E coli by high voltage eletroporation.
Nucleic Acids Res, 1988, 16( 13): 6127
Chomozynske P, Sacchi N. Sngle—step method of RN A iso—
lation by acid guanidinum thiocyanate-phenol—chloroform
extraction. Analyt Biochem, 1987, 162( 1): 156
, 1994. 495~ 496

. , 1990, 6( 4): 246
Xing R, Jordana M, kirpalani H, et a/.- Cytokine expres—
sion by neutrophils and macrophages in viva Endotoxin in—
duces TN Fe, MIP-2, 1L-1B and IL-6 but not RAN TES or
TGF mRNA expression in acute lung inflammation. Am J
Respir Cell Mol Bio, 1994, 10( 2): 148
Driscoll K E. Macrophage inflammatory proteins biology
and role in pulmonary inflammatory. Exp lung Res, 1994,
20( 6): 473

( : 1998-06-23; : 1998-12-09)
(B )

Study of macrophage inflammatory protein-2 mRNA expression LSP-in-

duced acute lung injury
Jn Jingsun, Chen Zhengtang, Li Shengliang (Research Institute of Respiratory Disease, Xingiao Hospital, Third Military
Medical University, Chongging,400037)

Abstract

Objective: To study the potential role of chemotactic macrophage inflammatory protein-2
(MIP-2) in the development of LPS-induced acute lung injury ( ALT). Methods: The amount and distribution
of MIP-2 were determined in the lungs with ALL Results: The expression of M IP22 m RN A was significantly
higher in the lungs of the animals with ALI than those of the control (P <0.01). In addition, The expression

level of MIP-2 m RN A was positively correlated to the activity of myeloperoxidase in the plasma and lung ho-

mogenate (r= 0.729, r= 0. 885 and P < 0. 05). It was confirmed with in situ hybridization that pulmonary

macrophages were the predominant source of M IP-2 in the early stage of ALL Conclusion: MIP-2 released

mainly from pulmonary macrophages might contribute to the activation and sequestration of polymorphonu-

clear leucocytes in the lungs challenged with LPS. So M IP-2 might take part in the development of LPS-n-

duced ALL
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