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Effect of androgen depletion on expression of the alveolar ENaC-o in male
rats with oleic acid —induced acute lung injury/acute respiratory distress
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[ Abstract ]Objective . To study the effect of androgen depletion on expression of alveolar epithelial sodium channel alpha—subunit
(ENaC-a)in male rats with oleic acid (OA)-induced acute lung injury/acute respiratory distress syndrome (ALI/ARDS) by the way
of castrating both gonads. Methods ; Twenty adult Sprague—Dawley(SD) male rats were randomly divided into control group, OA model
group, castrated model group and sham-castrated model group according to the random digits table with 5 rats in each group. The
model was copied by the injection of OA(0.15 ml/kg) through tail vein,and the castrated model group and sham—castrated model group
were castrated 2 weeks before exposure to OA. After 6 h exposure to OA ,the chest was opened to retrieve lung issues, the wet/dry (W/
D) ratio was measured and the expression of mRNA and protein of ENaC-a was determined by RT-PCR and Western blot respectively.
Results . DThe pathological change of lung tissue was distinctive and W/D ratio was significantly increased in all model groups com—
pared with those in control group(OA model group vs. control group,P=0.000;sham—castrated model group vs. control group, P=0.000;

castrated model group vs. control group,P=0.000). The expression of mRNA and protein of ENaC—a was significantly lower in model
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group , P=0.000 ; sham—castrated model group vs. control group, P=0.000;castrated model group vs.control group,P=0.045). 2 The

pathological change of lung tissue was attenuated and W/D ratio was significantly decreased in castrated model group compared with

those in OA model group(P=0.000). The expression of mRNA and protein of ENaC—a in castrated model group was significantly up—

regulated compared with that in OA model group (ENaC—a mRNA ; castrated model group vs. OA model group,P=0.002; ENaC-a

protein ; castrated model group vs. OA model group,P=0.030). Conclusion ; Androgen may restrain the expression of ENaC-a in lung

issues in male rats with ALI/ARDS.
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Tab.1 Basic condition of the rats(x =5 )
25 SPE (n) W (g) TEAEFTIFBFR (Y /min ) TS 6 h P (Y /min )
TEH %R 5 213.000 = 6.708 84.500 + 3.749 84.500 + 3.749
FRRIL] 5 207.800 + 5.630 85.100 + 4.190 119.100 = 7.172°
AR ZH 5 206.200 = 6.870 84.700 = 3.268 118.200 = 5.808
FAF ARG 5 211.600 + 5.683 87.200  9.566 106.700 = 8.920%
FAH 1.295 0.245 58.030
P 0.310 0.864 0.000

W ca, WS 6 h FEIISUR ; 5 1F H % BRZH L #E , P<0.01 b, SIERIZHA L, P<0.01 5 ¢, SRTFARBIRIZ 4L, P>0.05
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25 sk (n) W/D(x+s)
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Fig.2 Expression of ENaC—a mRNA in lung tissues
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Tab.3 Expression of ENaC—a mRNA and protein in lung tissues

JKBEfE (x 5)

205 B
ENaC-o mRNA  ENaC-a 21
IEH T REZL 5 0.663 = 0.141 0.463 £0.123
EAIZH 5 0.105 +0.069*  0.185 +0.087*
BT ABAIZH 5 0.099 +0.068"  0.198 +0.075"
LT ARBHIY 5 0.361 +0.076™  0.330 + 0.094"*
FAE 32.475 9.165
PAH 0.000 0.001
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FARBRILH He#, P>0.05
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Fig.3 Expression of ENaC-a protein in lung tissues
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