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[ Abstract |  Objective: To compare the clearance effect on serum fibroblast growth factor-23 (FGF-23) between
traditional hemodialysis (HD) and HD combined with hemoperfusion (HP). Methods: Totally 60 maintenance hemodialysis
(MHD) patients from January 2016 to June 2016 in Central Hospital of Jiading District in Shanghai were randomly divided into
HD group (30 cases) and HD+HP group (30 cases). The patients in HD group underwent HD (3 times/week, 4 h/time),
the patients in HD+HP group underwent HD (2 times/week, 4 h/time), HD combined with HP (1 time/week, 2 h/time)
then change into HD for 2 h. The treatment lasted for 6 months. The data of serum phosphorus (P), calcium (Ca), urea
nitrogen (BUN), creatinine (Scr), intact parathyroid hormone (iPTH), FGF-23 levels were collected before and after study.
Results: There were no significantly differences of BUN, Scr, Ca, P, iPTH, FGF-23 between HD group and HD-+HP group
at the beginning of study. After 6 months treatment, the levels of BUN and Scr were significantly decreased (all P<C0. 05) in
both groups. The levels of P, iPTH, and FGF-23 were significantly decreased after treatment in HD+ HP group (all P<C0.
05). The levels of P, iPTH, and FGF-23 in HD-+HP group were significantly lower than those in HD group (P<Z0. 05) at the
end of study, and no significantly differences of Hb, Alb, BUN, Scr were found between groups. Conclusions: Compared with

HD, HD combined with HP treatment can significantly reduce the levels of P, iPTH, and FGF-23 in serum of MHD patients.
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B (%) 16(53. 3) 15(50) 0. 796
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BSA/m? 1.63£0. 14 1.66+0. 16 0.367
CCL ¥4/ 4% 3.00(2. 0~4.0) 4.00(3.0~5.0) 0. 091
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HoAy 2(6.7) 1(3.3) 0. 668
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FGF-23 JEHE Wi P K 4:4: 28 D i 45 &1,
P R A R 5300 o LA S 57 A7 Y O S R AR 55 e ik
A i Bk 25 A 1 R 4™, 5 i PL1, 25 C(OH)D,D
JAPTH Z a1 20 B 1508 5 R G2 AR Y . FGE-
23 7£ CKD 2 WIEp ] & BE & B D i A6 2
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TR OO LA 4 A K BE T 3R 386 0 (%) 2 57 £ 6 A
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AR5 FH P I R 7t 4 v W SR 500 A R LA ARl S
W RFFAE P S IR T 4 ) i 1 S Y FLAR R 13~
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