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[ Abstract |
eral blood mononuclear cells(PBMC) of the patients with chronic obstructive pulmonary disease(COPD). Methods

Objective To investigate the effects of glutamine (Gln) on the p38MAPK activity and IL.-8 expression in periph-
Thirty-two pa-
tients with acute exacerbation of COPD (AECOPD ) were chosen as the research subjects(AECOPD group). Then the patients con-
verting to the stable stage of COPD after treatment were set as the SCOPD group. PBMC of each group were extracted and conduc-
ted the Gln intervention. At the same time 16 healthy people were selected as the healthy control group. The real-time PCR(RT-
PCR) was used to detect the levels of p38MAPK and I1.-8 expression in PBMC among the five groups. Results (1) The expressions
of p38MAPK and 1L.-8 in the AECOPD blank control group and the SCOPD blank control group were both higher than those in the
healthy control group (P<0. 01 or P<C0. 05) , while the expression levels of p38MAPK and IL.-8 in patients with AECOPD was
higher than those of patients with SCOPD), the difference was statistically significant (P <C0. 05). (2) The expression levels of
p38MAPK and IL-8 in the AECOPD Gln group were lower than those in the AECOPD blank control group (P<C0. 01) ; the expres-
sion levels of p38MAPK and IL-8 in the SCOPD Gln group were lower than those in the SCOPD blank control group (P<C0. 05).
Conclusion Gln could inhibit the p38MAPK pathway activation in inflammatory cells of COPD patients and reduce the expression
level of 11.-8.
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“ 2 P<C0. 01, 55 il FE st FR AL 455 7 - P<T0. 05, 55 filt 2 ) B 41 He
34 . P<0.01,5 AECOPD Gln 4 lL %5 ;4 . P<<0. 05, 5 SCOPD Gln
AL,

3 9t e

7E COPD (1) 4 A5 F2 v o S0 — B8 I Ry 02 & o i1
LA, p38MAPK ff oy — #f MAPK 5% ji% H i1 2 22 % 1A
2 It BN 98 M 4t R A i 4 R B i R R M R I O L T
5 T Bk 22 o SO B8 A PR A S L AT ) T £ B SR
A U 20 0 2 T A2 M4 3R K 45 L 5 A B O T e R T R R
PR 0 R 2 AR 56T . Marumo 255 8 7 A R 85 /0 B
Jili S T8 B S p3SMAPK 3 B 1 #UIE A % D) X R . Galfey
ZEUV B 5Y & B, COPD J8 % Ay Jili B s 40 Mo & & Jz 40 g o
p38MAPK ) 2 5% WA {2 {g R 3% » [] Bk jag R KL 400 i 700 T 1A 1A
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