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[Abstract] Objective

1. Department

To investigate the effect of hypoxia on the expression and production of fractalkine
(FKN) in cultured rat pulmonary artery smooth muscle cells (PASMCs) and pulmonary microvascular endothelial
cells (PMVECs). Methods
hypoxia for 12 h,24 h and 48 h. The expressions of fractalkine mRNA and protein in PASMCs and PMVECs were

PASMCs and PMVECs from SD rat were cultured in wvitro, and were exposed to

measured by the methods of in situ hybridization and immunohistochemistry. The fractalkine concentrations in
supernatant fluid of cultured PASMCs and PMVECs were measured by enzyme-linked immunosorbent assay. Results
(@ Compared with the control group, the expression and production of fractalkine in PASMCs did not increase after
the treatment of hypoxia for 12 hours (P>>0. 05), but increased after being treated with hypoxia for 24 hours (P<C
0.05), and became more significant after 48 hours (P<C0.01). @Compared with the control group. there were no
differences of FKN concentrations in supernatant fluid of PMVECs, FKN mRNA and protein levels in PMVECs
after being treated with hypoxia for 12 hours, 24 hours or 48 hours (P>>0. 05). Conclusion Hypoxia stimulates the
synthesis and secretion of fractalkine in cultured rat PASMCs.
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1 fBANEEXRRMEFERNAMMBEANZERNILZ. SP X200 B2 REALEEARMBOLENRARBRERE
fa, SP X200 B3 KEMz0BKFEIMEM FKN mRNA fRiZ. ISH X200 B4 KEMzHBKTERNMAM FKN EEHRIE.
SP X200 B 5 KERAGRME MK FKN mRNA f5Ri%. ISH X200 BEl6 ARAMME N EKMM FKN EAKRIEL, SP
X200
Fig 1 Immunohistochemistry identification of PASMCs. SP X200 Fig 2 Immunohistochemistry identification of PMVECs. SP X200
Fig 3 Expression of FKN mRNA in PASMCs. ISH X200 Fig 4 Expression of FKN protein in PASMCs. SP X200 Fig 5
Expression of FKN mRNA in PMVECs. ISH X200 Fig 6 Expression of FKN protein in PMVECs. SP X200

A: Normal rats; B: Hypoxia 12 h rats; C: Hypoxia 24 h rats; D: Hypoxia 48 h rats

A LL L W Bl K- T LA B AR AR A IR 12 h 5 3L <C0.05) $RIRARAS L K BUI 3 kT 1 L4 A 3% 5k
FKN mRNA FI# [ Rk # T B4 (P>0.05), FKN mRNA F1EE [ 52 I R AR 1, WL 1,
R4 24 h J5 W38 (P<<0. 05) ,48 h J5 34 i 55 fin 2.2 REX KR Al Bk F 8 BILAE B 43 i FKN B9 %2
B.(P<<0. 01, fIRA KT IR 48 h J5 , fili 20 Jik - 5 L4 i

Jir FKN mRNA FI8 3Rk w8 T 24 h(P 5068 BEZH AR L R Ui 3l Joik - UL 40 i 7 R 4R
F1 REXHHEEKPEBAMAERE FKN mRNA FKN E A R H 5 i FKN 80 (n=3,x%s)
Tabel 1 Effect of hypoxia on the expression and production of FKN in PASMCs (n=3,x*s)

FKN concentrations of

Group FKN mRNA FKN protein supernatant fluid (pg/mlL)
Control 0.1165+0.0182 0.0904+0. 0100 161. 8648437, 4935
Hypoxia 12 h 0.1212+0.0165 0.0962+0.0174 252.4247+52.3706
Hypoxia 24 h 0.1714£0. 01544~ 0.1521£0. 013144 * 391. 672899, 007544
Hypoxia 48 h 0.2391£0.016384: *-#= 0.1989+0. 015484 %% 521. 1887103, 10154848 * =

A P<0.05, AN/AP<C0.01, vs. Control group; * P<C0.05, * % P<C0.01, vs. Hypoxia 12 h group; # P<C0.05, # # P<C0.01, vs.
Hypoxia 24 h group
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Tabel 2 Effect of hypoxia on the expression and production of FKN in PMVECs (n=3,x%s)

FKN concentrations of

Group FKN mRNA FKN protein supernatant fluid (pg/mL)
Control 0.2528+0.0127 0.1472+0. 0064 109. 6998+39. 1693
Hypoxia 12 h 0.2578+0.0185 0.1421+0.0129 119.4607441. 6872
Hypoxia 24 h 0.2570+0.0156 0.1551+0. 0084 106.9780430. 2378
Hypoxia 48 h 0.2807+0.0123 0.1636+0.0105 124. 4925+ 35. 9405
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