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in hemodialysis patients with renal anemia
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Abstract ; Objective

capsules combined with recombinant human erythropoietin (rHuEPO) for

To evaluate the application effect of roxadustat
injection in hemodialysis patients with renal anemia. Methods Patients
with renal anemia undergoing hemodialysis were randomly divided into
control group and treatment group using a random number table method.
The control group received treatment with rHuEPO injection, intravenous

injection of 120 = 150 TU + kg™', 2 =3 times a week; the treatment
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group was administered roxadustat capsules orally after meals (100 mg for patients weighing < 60 kg, 120 mg for
patients weighing =60 kg) on the basis of the control group, 3 times per week. Both groups were treated continuously
for 3 months. Iron metabolism indicators, anemia indicators and inflammatory factors were compared between the two
groups. Clinical efficacy and adverse drug reactions were also assessed. Results A total of 148 patients were enrolled
in this study, including 70 cases in treatment group and 68 cases in control group. After treatment, the overall clinical
effective rates of treatment group and control group were 95.71% (67 cases/70 cases) and 83.82% (57 cases/
68 cases) , respectively, with a statistically significant difference (P <0.05). After treatment, the serum iron (SI)
levels of treatment group and control group were (15.98 +4.04) and (13.41 £3.72) umol - L™', respectively;
the transferrin saturation ( TSAT) levels were (35.23 £5.03)% and (29.38 +4.94)% , respectively; the serum
ferritin (SF) levels were (284.69 +31.41) and (219.57 +28.47) pg - L™, respectively; the hemoglobin ( Hb)
levels were (97.57 + 11.16) and (91.09 +9.84) g - L~'
(34.62 £4.09) % and (28.34 +£3.47) % , respectively; the red blood cell (RBC) counts were (3.41 £0.74) and
(2.77 £0.61) x 10" - L™', respectively; the interleukin — 6 (IL — 6) levels were (58.02 + 6.19) and
(64.23 £7.63) ng - L', respectively; and the tumor necrosis factor — o (TNF — ) levels were (111.02 +12.54)

and (120.63 +15.29) ng - L™, respectively. There were statistically significant differences in all the above indicators

, tespectively; the hematocrit ( Het) levels were

between treatment group and control group (all P <0.05). Adverse drug reactions in treatment group included
dizziness, fever, elevated blood pressure, nausea and vomiting, diarrhea and abnormal liver function, while those in
control group included dizziness, fever, elevated blood pressure, nausea and vomiting, diarrhea and abnormal liver
function. The total incidence of adverse drug reactions in treatment and control groups were 17.14% (12 cases/
70 cases) and 19.12% (13 cases/68 cases), respectively, with no statistically significant difference (P >0.05).
Conclusion Roxadustat capsules combined with rHuEPO solution for injection can improve iron metabolism and
anemia status, reduce inflammatory factor levels, and do not increase the risk of adverse drug reactions in hemodialysis
patients with renal anemia.
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Table 1 Comparison of general information in two groups

Ttem Control(n =68) Treatment(n =70)
Sex (male/female) 39/29 41/29
Age (year,x £5) 49.69 £5. 47 49.87 £5.63
Weight (kg,x +5) 60. 18 £7.26 59.74 £7.05
BMI (kg - m~2,x+5) 22.75 £3.06 22.89 +3. 11
HR (beat - min ="' ,x ) 80.53 +8.12 80.83 +£8.25
SBP(mmHg,x £ ) 152.03 £12.56 151.76 £12. 44
DBP(mmHg, % +5) 91.59 +7.31 91.41 £7.24
Dialysis duration ( years,x *s) 3.45 £0.71 3.50 +£0.83
Disease type (n,% )

Glomerulonephritis 29(42.65) 31(44.29)

Diabetic nephropathy 24(35.29) 25(35.71)

Hypertensive nephropathy 15(22.06) 14(20.00)

BMI: Body mass index; HR: Heart rate ; Control group: recombinant human
erythropoietin ( tHuEPO ) solution; Treatment group: rHuEPO solution

combined with roxadustat capsules.
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Table 2 Comparison of iron metabolism, anemia indicators and inflammatory factor levels between the two groups(x +s)

Control (n =68)

Treatment (n =70)

frem Before treatment After treatment Before treatment After treatment

SI(mol - L°") 9.12 £2.24 13.41 £3.72* 9.40 £2.35 15.98 +4. 04 **
TSAT( % ) 22.09 +3.38 29.38 +4.94 % 21.75 +3.32 35.23 +5.03 **
SF(pg+L71) 121. 59 +20. 39 219.57 +28.47* 122. 14 £22. 65 284.69 +31.41**
Hb(g- L") 72.24 +5.35 91.09 +9. 84 * 71.96 +5.20 97.57 £11. 16 **
HCT(% ) 22.23 +£3.13 28.34 £3.47 " 21.89 +3.08 34.62 £4.09 **
RBC( x102 - L") 2.18 £0.41 2.77 £0.61* 2.20 +0.43 3.41 £0.74**
IL-6(ng-L°") 92.23 +10. 46 64.23 +7.63 " 91.82 +10.39 58.02 £6. 19 **
TNF - a(ng - L°1) 179. 66 +20. 45 120.63 +15.29 180. 10 £21. 69 111.02 £12. 54 **

SI:Serum iron; TSAT:; Transferrin saturation ; SF ; Serum ferritin ; Hb ; Hemoglobin ; HCT : Hematocrit; RBC;: Red blood cell count;IL — 6 Interleukin — 6 ; TNF — «c:

Tumor necrosis factor — alpha ; Compared with before treatment in the same group, * P <0.05; Compared with control group at the same time, *P <0. 05.

R3 2HBHWMRITBA L (n, %)

Table 3 Comparison of clinical efficacy in two groups(n,% )

Item Control (n =68) Treatment (n =70)
Significant response 42(61.76) 57(81.43)
Partial response 15(22.06) 10(14.29)

No Response 11(16.18) 3(4.29)
Overall Response Rate 57(83.82) 67(95.71)*

Compared with control group,*P <0. 05.
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