522 FTREF 2020 F 2 A% 49 65 4

Ay -+
O = doi:10. 3969/j. issn. 1671-8348. 2020. 04. 002
WM& H % https://www. cnki. net/KCMS/detail /50. 1097. r. 20191115, 1511. 002. htm1(2019-11-15)

TREHEX M REEEE Hey FGF-23 RME MM

EFHE Gk, P, E AL, ERR, TR
(1. ERTEERENPRFRERA 400011;2. TAFTPERSHFFEIFEHBA  400021)

[HE] BB WEREEHFEX GRIERA S ) 3k 0E f ik A0 8 F R A F R B (Hey) L R 4 4
mip A kB F-23(FGF2) AHAH R A FIREE (MDD B Hm, FiE SRIZEHARIR S NE LZ AL
B 80 B, ARIE I8 T AR X LI AL (IR A AT ) Fo AT BB 20 (AR AR MR 2 ), LI 40 52 BB s & 35 47 (HD) 8 h/ A +
A& AT 8 (HDF)4 h/ B + i # % (HP)2 h/ A B # 47 e ik 440 s 5T B 2483 47 12 h/ B feik % 4L, 12 HDF<C
4 h/ANRA B HP<2 hW/AR AL iz By XUNM,AFHE 40 0 BE, MUK 48 A NHAR M54
R E 2 M EF hE Hey FGF-23 KT, R B ATH S RAF N T A RATEEEOMD), £R WEMBL
55 48 A J& Hey AKF[(22.29+6. 61) umol/L wvs. (35.48+13. 10) pmol/L].FGF-23 /K F[(227. 94+ 59. 33)
pg/mL vs. (318.28+55.63)pg/mL]F M, £ F ¥ A %it 3 ZF L (P<<0.05); s B A% 5 48 BB Hey & -F
(44.87+£9. 21 pmol/L %7 97 7 (42. 97£11. 86) pmol/L 7t & . 2 F A % it 5 & L (P<{0. 05); 5 BT 48 A e
FGF-23 KP4 8578 £2F L%t FEL(P>0.05) ;3 B 204 57 w16 Hey FGF-23 K- FHENRA G, £ 79 H
Gt FE L (P<<0.05) ;MR R 3 B 41557 48 A Js IMT 8 F i 2 F W A% F EL(P>0.05), &g KM
W RHF 0 EATBE K T AR R A fn i A0 & Hey & FGE-23 K Pl 0 G & 58 o B F 409 2 A&

[X@BR] BEA; Ram; BAFRAR; RAE@EEKRRF-23

[FEEFES] R459.5 [Xw#RiR®B] A et
[XEHS] 1671-8348(2020)04-0522-04 %ﬁiﬂf%-(’ﬁ%iﬁﬂﬁ%)ﬁiﬂaiﬂ(()SID);,‘"

Influence of different dialysis mode on Homocysteine, Fibroblast growth factor-23

and vascular in hemodialysis patients "
LI Qihui' ,GOU Xiaoyan' sDENG Shuntian' ,LI Fan®,TANG Nengyuan' ,WANG Kaizhen'

(1. Department of Nephrology s Daomenkou Branch ,Chongqing Traditional Chinese Medicine
Hospital ,Chongqing 400011,China ;2. Department of Nephrology » Nangiaosi Branch ,
Chongqing Traditional Chinese Medicine Hospital ,Chongqing 400021 ,China)

[Abstract] Objective To investigate the influence of different dialysis mode(grouping by compliance)
on serum levels of Homocysteine(Hcy) , Fibroblast growth factor-23(FGF-23) and carotid artery intimal-me-
dial thickness(IMT)in hemodialysis patients. Methods Eighty patients accept blood purification in outpatient
department of our hospital,according to their blood purification compliance, were assigned to two groups: the
observation group(good compliance) , the control group (bad compliance). Patients in the observation group
were treated with Hemodialysis (HD) 8 h/week + the hemodiafiltration (HDF) 4 h/week + Hemoperfusion
(HP) 2 h/month. Patients in the control group were treated with blood purification 12 h/week,but HDF was
applied less than or equal to 4 h/week and HP less than or equal to 2 h/month. The patients divided into two
groups by compliance,40 cases in each group. The levels of Hey, FGF-23 and IMT were detected before and
after 48 weeks treatment. Results The levels of Hcy and FGF-23 in the observation group decreased after 48
weeks treatment [ (22. 294 6. 61) pmol/L ws. (35. 484 13. 10) umol/L, (227. 94 +=59. 33) pg/mL ws. (318. 28 &
55.63)pg/mL, P < 0. 05]. The level of Hey in control group increased after 48 weeks treatment [ (44. 87 9. 21)
pmol/L vs. (42.97=411.86) pumol/L.]. No difference was showed in FGF-23 level in the control group after 48
weeks treatment(P >>0. 05). Before and after treatment,the levels of Hcy and FGF-23 in the control group
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were higher than those in the observation group (P <C0. 05). No differences were showed in IMT levels in the

observation and the control group after 48 weeks treatment (P >0. 05). Conclusion The dialysis mode with

good compliance can reduce the levels of Hey and FGF-23 in blood purification patients,further more,can re-

duce the occurrence of cardiovascular and cerebrovascular diseases.
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