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Changes in inflammatory cytokines released by pulmonary intravascular macrophages after stimulation with
lipopolysaccharide LI Sheng —liang * » ZHANG Shu - qin, QIN Cui - ping, CHEN Biny CHEN Zheng -
tang s JIN Jing —shun, WU Wei - ling. * The 517 th Hospital of PLA, Kelan 036301, Shanxi, China
[Abstract] Objective To investigate the roles of pulmonary intravascular macrophages (PIMs) in the
pathogenesis of infective acute lung injury (ALID). Methods Porcine pulmonary blood vessels were flushed
by modified Morton's method, PIMs were isolated with adhesion method and incubated in RPMI
1640 medium. They were stimulated with lipopolysaccharide (LPS, 10 mg/L ). The contents of
interleukin - 6 (IL - 6), II. - 8 and tumor necrosis factor — a (TNF ~ a) in the culture supernatants were
respectively measured by enzyme linked immunoadsorbent assay (ELISA). Results The release of TNF -a,
IL - 6 and IL - 8 by PIMs was increased significantly as compared with the levels before stimulation by LPS,
peaking at I, 4, and 6 hours after LPS stimulation. respectively. The differences were significant
(all P<C0.01). Conclusion Among the cytokines released by PIMs after LPS challenge, the increase in
TNF - a content occurs earlier in comparison with that of IL - 6 and IL - 8, suggesting that the former may
play an important role at the early stage of ALI. On the other hand, the increase in IL -6 and IL ~ 8 contents

is later than that of TNF ~ a and lasts for a longer time, suggesting that they may be associated with the .

development of ALL The results also suggest that interaction of these cytokines is more important in the

pathogenesis of ALIL
[Key words] pulmonary intravascular macrophage;

AMTREFHASEAIEARD EZMERGIE
BB SR 4 (ALD , H R Bl 2 8 A h &
VIR EBORE F1F AT KA B B R A RO, 8 3
i i, A P B RO B R ST IR R . X
PR 52 AE K2R ¥ Bt 25 ol 4 ML B LA B, o BB/
0 P S LR T H) AR 2 2 IR R T, LA B 4AE 40 B A A
B RKEBRE MR EZENR. g N E
4 ffil (pulmonary intravascular macrophage, PIM)
RAE AR W HE — , HEW I aRIE N 7S
BRI R A AR S Y H (39800064)

e 036301 IFHH R, MRCES R — L ER AR (K
ByREE, BB, EH):400037 ER EBZEEREFHTERS
EMNFERHNBTRMGRER . £8MAEE

BRI 2RI (1962 9, B (LB B KR, £{EE T,
LERBANLTUBERGER DESRARCLZRSUNELE

R.EEMHTMAAUTPRTORAT, RLERS#L 5%
19 e 20, ERXRR X SORT.ENEZRHE | ¥,

cytokine; acute lung injury

B, Bl FERARKEERIIA, £ ALL R ER T
HEIATEBY ., ALBEAENT S EFRE PIM
B HB L, LB AR B (LPS) M B AT PIM 353 #
FEFMERIERE F- o« (TNF -) . Q4 MIN-E- 6
AL -6 K IL - 8 M Bk, B EHITIX 8 R4
KA F7E ALT PR .

1 HHES5HE

1.1 PIM 98 . W5 K% 2 # W R M Morton B
Sy B AL IR A PIM™, FI G BE B 4K 18 3 MF ) PIM,
BB AT RHWNE S RIKRE. I ERFERE
oo, R AL i i i 36 % 5E PIM 3+ ST ek . I
LPS (Sigma, 10 mg/L)F 5 5% 2 1 , BURI 38 A K R
WG 5 F 30 min AR 1.2.4.6 1 8 h I I
W02 TNF -a,IL-6 FIIL -8 W& H.

1.2 TNF ~a,IL-6Ff1IL -8 BN E . RAM
B 4 2 VR B 25 (ELISA) §il # TNF-a, IL-6 FI11L-8


http://www.cqvip.com

P 000 http://www.cqvip.com]

FEEBERABEY 2006 4E 3 A% 18 B 34  Chin Crit Care Med,March 2006, Vol. 18,No. 3 e 137+

¥ 1 LPSPMWE PIM B INF-a.IL -6 M IL-8 BHEH (x+s)
Table 1 Changes of TNF - «,IL - 6 and IL - 8 released by PIMs after stimulation with LPS (x+5) pe/L
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