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W OE.B/ R OB A R B R L M % K (urokinase plasminogen activator receptor, uPAR) f& 1238 F) 4 (biliary atre
sia, BA) &)L 5 P o9 R ik B 5 & R 88 & L 254 B (alanine aminotransferase. ALT) , X 1T & & 82 & & 45 4 B (aspartate
aminotransferase. AST) fo & & Bt 4 Bk B (glutamyl transpeptidase. GGT) K -F 948 % b, FFiE MALE4F 2015 F 1 A ~
2018 5F 3 A B 1A) 2 i 2 T da 40 AR AR TR AL 5 69 BA B OL(BA 41)25 4], 5 ik R fsf/w »ILE 25 BIAE A XﬂE W, K
T% %, 9% R X 358 (enzyme-linked immunosorbent assay, ELISA) 77] A4 7 402 9X i uPAR K A A B 3 AL 5 AL

o By 42K f ik ALT, AST #= GGT K -F, F# 4745+ F 5 ZER  OBA 4fesf B4 f i uPAR & A KT 51 4
6 059.34+418.1 pg/ml #= 4 384.44299.7 pg/ml, £ rrH-T,,uﬂL/j— Z(t=16.3.P<C0.01), 5 E% 2 B 2048 b, BA 20 s
7 uPAR R A KT RINE, OBA 4 fF GGT,AST #= ALT K-F £ % 4 2 405. 1+682.3 U/L,160. 8+19.8 U/L #=
158.7+21.1 U/L, % B0 o 7 GGT,AST 42 ALT K-F 53 4 11.94+6.2 U/L,8.2+3.8 U/L # 10. 84+2.7 U/L, £ ¥}
AA %t F &L (1=24.9~30. 1,3 P<<0.01). @BA 4l uPAR %\JJK-I 5 ALT,AST # GGT K-+ ¥ 2 EAX .40

KR H A 0.822.0.813 F= 0.502(3) P<<0.01)., &ig £©F uPARAL T BAMAA AR .BS5 LT F&E
A8 % TR T BA g5 50 AT A 04 R4,
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Abstract: Objective To explore the expression of urokinase plasminogen activator receptor (uPAR) in the serum of biliary
atresia (BA) children and its correlation with the levels of alanine aminotransferase ( ALT), aspartate aminotransferase
(AST) .glutamyl transpeptidase (GGT). Methods 25 BA children (BA group) admitted in Huai’ an Maternal and Child
Health Hospital from January 2015 to March 2018 were randomly selected,and another 25 healthy children during the same
period were selected as the control group. Enzyme - linked immunosorbent assay (ELISA) was used to dynamically detect
the serum uPAR levels of the two groups of subjects. The serum levels of ALT,AST and GGT were measured by automatic
biochemical analyzer in the two groups. Results (D The serum uPAR expression levels of BA group and the control group
were 6 059.3 & 418. 1 pg/ml and 4 384. 4£299. 7 pg/ml, respectively, with statistically significant difference (t=16. 3, P<<
0.01). Compared with the normal control group,the uPAR expressionin BA group was significantly increased. @ The serum
GGT,AST and ALT levels of the BA group were 2 405. 14682. 3 U/L,160.8 £19.8 U/L and 158. 7 #=21. 1 U/L,and the
serum GGT,AST and ALT levels of the control group were 11. 9£6.2 U/L,8.2+3.8 U/L and 10. 8+2. 7 U/L,respec-
tively. The differences were all statistically significant (t=24.9~30. 1,all P<C0.01). @ The uPAR expression level of the
children in BA group was positively correlated with ALT, AST and GGT levels, with the correlation coefficients being
0.822,0. 813 and 0. 502 (all P<0.01). Conclusion Serum uPAR was involved in the development of biliary atresia and was
highly correlated with its liver dysfunction, which can be used to predict, diagnose biliary atresia and to evaluate liver dys-
function.
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(enzyme-linked immunosorbent assay, ELISA) %
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LA it s o hr HRRER T 200 (F R
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Wi 2 (8] 135 uPAR,ALT, AST & GGT ¥ B (1 1
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ThRUEZE (2 9 R, P<0. 05 NERH G FE
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2 #HR
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uPAR.ALT.,AST % GGT % ik
BA ZH F Xt BB 20 17 uPAR 323k K F
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pg/ml, A ZMERHAGIT2E L (t=16.3, P
<0.01), HIE®H X A M 1L, BA 417 uPAR %
ROKFIH B3R . BA Al GGT.AST.ALT /K
43R 2 405.14682.3 U/L,160.84+19.8 U/
L,158.7+21.1 U/L, X} 4L 1 3% GGT.,AST #l
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