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ABSTRACT Objective: To investigate the effects of glucocorticoid combined with rituximab on blood lipids, helper T cell 17
(Th17)/regulatory T cell (Treg) imbalance, serum anti-phospholipase A2 receptor (PLA2R) antibody and anti-type I thrombospondin 7A
domain (THSD7A) antibody in patients with idiopathic membranous nephropathy (IMN). Methods: 112 IMN patients who were admitted
to Tangdu Hospital of Air Force Military Medical University from March of 2022 to March 2023 were collected. Enrolled patients were
divided into control group (56 cases, glucocorticoid treatment) and treatment group (56 cases, rituximab treatment on the basis of control
group) according to the random number table method. The efficacy, blood lipids [low density lipoprotein cholesterol (LDL-C), total
cholesterol (TC), high density lipoprotein cholesterol (HDL-C), triglyceride (TG)], renal function [cystatin C (CysC), serum creatinine
(Scr), blood urea nitrogen (BUN), 24 hour urine total protein quanti-fication], Th17/Treg related indicators [Th17 cell percentage, inter-
leukin-17 (IL-17), Treg cell percentage, transforming growth factor 81 (TGF-B1), tumor necrosis factor-a (TNF-a)], serum PLA2R anti-
body and THSD7A antibody levels were observed in two groups, and the safety in two groups was observed. Results: Compared with
control group, the total clinical effective rate in treatment group was higher (P<0.05). Compared with control group, TC, TG, LDL-C,
CysC, Scr, BUN, 24 hour urine total protein quanti-fication, Th17, IL-17, TNF-a, PLA2R antibody, THSD7A antibody were lower in
treatment group 6 months after treatment, and HDL-C, Treg and TGF-B1 were higher (P<0.05). There was no difference in the incidence
of adverse reactions between two groups (P>0.05). Conclusion: Glucocorticoid combined with rituximab in patients with IMN can effec-
tively improve blood lipids, Th17 / Treg imbalance, serum PLA2R antibody and THSD7A antibody levels, without increasing the inci-
dence of adverse reactions, and has good clinical application value.
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Table 1 Comparison of general information between two groups

Ehrenreich-Churg

Groups Male/female stages( I stage/Il

) 24 hour urine total
Course of disease

Age (year) protein quanti-fication

stage/I11 stage ) (month) (g/24h)
Control group(n=56) 38/18 21/24/11 49.67+ 5.31 12.58+ 1.37 7.13+ 0.46
Treatment group(n=>56) 39/17 22/24/10 49.74% 4.63 12.43+ 1.26 7.06+ 0.42
X/t 0.042 0.369 -0.074 0.603 0.841
P 0.838 0.108 0.941 0.548 0.402
12 7k (ISR AT 6 4RI L 9 mL, -9
Xof HEZH H2 52 R F R 25 AT BRA R R SR e i 4300 3 03 BBCHC AR 1 003 UVRAE AR A T 1000 AL 3 (R0 L BE 2700

(1R 25E5 H20020224, BLS - 4mg) , IR, — H —IK, WA 75
AJEER 4 mg B 48 mg HIRJE e Z A1 AP RER T, 1l 0 45
TR & BT IRy T AL IR SR 12 R [ i R
DUFR S W 25 BR > m) B R 22 8 BB T e (1 25 o 5
S20190021, A% :100 mg/10 mL/ i), HEFFIE N 375 mg/m?
BSA(RRMR) , B JH—W o FETC R A0 s il , BT
TR TCEAIRAT & 0.9%E BERK b By 1 mg/mL, kit
Ate WILHAGIRI TR 6 A .
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A1) LA ¢ K. P<0.05 2R ATGEiT - 3

PRI AT AR TR X HER W22 57 (P>0.05) . IR ULIBTT

6 ™~ A J5 HDL-C & T %t B4 ,TC . TG .LDL-C {f T % B 4H

2 R
2.1 FFExTtt F(P<0.05), W# 3,
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Table 2 Comparison of therapeutic effects [n( % )]

(P<0.05). FiZHIEYT 6 ©~HJ5 TC . TG .LDL-C F[%,HDL-C FF

Groups Complete remission  Significant remission Partial remission Invalid Total effective rate
Control group(n=56) 10(17.86) 24(42.85) 17(30.36) 5(8.93) 34(60.71)
Treatment group(n=56) 18(32.14) 27(48.21) 10(17.86) 1(1.79) 45(80.35)
%’ 5.198
P 0.023
% 3 MBSHEHRATLE (mmol/L, vt )
Table 3 Comparison of blood lipid indicators( mmol/L, x* s )
Groups Time point TG TC LDL-C HDL-C
Before treatment 291+ 0.64 6.13+ 0.94 4.28+ 0.69 1.23+ 0.21
Control group(n=56)
6 months after treatment 1.55%+ 0.37° 5.28+ 0.87* 3.26% 0.47° 1.49+ 0.28°
Treatment group Before treatment 2.89% 0.55 6.09%+ 0.82 4.25+ 0.56 1.26% 0.22
(n=56) 6 months after treatment 1.32+ 032 4.74% 0.79° 2.58+ 0.41® 1.78+ 0.23®

Note: Compared with the same group before treatment, *P<0.05. Compared with the control group at 6 months after treatment, "P<0.05.

2.3 B ThREIEIRXTEE
WIZHIAT PR B ThRETE AR AT LR W22 5 (P>0.05) . JAYFHIA
¥7 6 /> H J5 CysC.Scr BUN 24 h jR 8 H & & K T Xl 4

(P<0.05) . MZHiRYT 6 A5 CysC.Scr . BUN 24 h JREE 1 &
TRE(P<0.05), U3 4,

® 4 BIgeigiRadbE (L 5)

Table 4 Comparison of renal function indicators(x% s )

24 hour urine total

Groups Time point CysC(mg/dl) Ser( wmol/L) BUN(mmol/L) protein quanti-fication
(g/24 1)
Before treatment 0.68+ 0.09 105.42+ 10.93 4.96x 0.89 7.13% 0.46
Control group(n=56)
6 months after treatment 0.61+ 0.08* 87.23+ 8.71* 3.52+ 0.67° 3.62+ 0.28°
Treatment group Before treatment 0.69+ 0.07 104.23+ 9.35 493+ 0.74 7.06% 0.42
(n=56) 6 months after treatment 0.53% 0.06® 71.76% 6.28® 2.81% 0.56® 3.10% 0.16®

Note: Compared with the same group before treatment, *P<0.05. Compared with the control group at 6 months after treatment, "P<0.05.

2.4 Th17/Treg tB=$5HRxT Ltk

PZLIB YT HT Th17/Treg AHICHEF5 T bR UL 22 5 (P>0.05) .
BITAIRYF 6 D H G Treg TGF-B1 & T4 40, Th17,IL-17,
TNF-o fIXF X BEZH (P<0.05), PILHIRYY 6 A~ H J5 Thl7 IL-17,
TNF-o &, Treg TGF-B1 JHEi (P<0.05)., W3 5.
2.5 [fi%E PLA2R #ifk, THSD7A Hiff3ttl

PILHIAYT T IML3% PLA2R Hi{k THSD7A Hiihxf e, 2570
Gl L (P>0.05), WAIRYY 6 1~ H 5 IME PLA2R Hiff
THSD7A Hii& T FE(P<0.05) AT 4IETT 6 > H )5 I PLA2R
Pk  THSD7A HMALTF X IELL(P<0.05), W3 6,
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3 Wi
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3% 5 Th17/Treg K IEHRITEL (xt )
Table 5 Comparison of Th17/Treg related indicators(x+ s )

Groups Time point Th17(%) Treg( %) IL-17( pg/mL) TNF-a(pg/mL)  TGF-B1(pg/mL)
Control group Before treatment 1.13% 0.09 1.26% 0.1 51.87¢ 4.09 73.08% 7.12 671.73% 37.16
(n=56) 6 months after treatment 0.88%+ 0.07* 1.49+ 0.14° 42.28+ 3.14* 55.27+ 6.97* 752.96x 46.21*
Treatment group Before treatment 1.14% 0.1 127% 0.12 5126t 3.53 74.15% 8.59 67236+ 34.33
(n=56) 6 months after treatment 0.76x 0.06® 1.78%+ 0.19® 35.21% 3.27® 42.09+ 5.43® 865.14+ 49.25®

Note: Compared with the same group before treatment, *P<0.05. Compared with the control group at 6 months after treatment, ®P<0.05.

% 6 IniE PLA2R Hifk . THSD7A Hil3tt( weg/mL,xt )
Table 6 Comparison of serum PLA2R antibody and THSD7A antibody( pg/mL, x+ s)

Groups Time point PLAZ2R antibody THSD7A antibody
Before treatment 10.81+ 1.94 7.46% 091
Control group(n=56)
6 months after treatment 6.99+ 1.84* 5.09+ 0.86*
Before treatment 10.46x 1.67 7.42+ 0.88
Treatment group(n=56)
6 months after treatment 4.16x 0.93® 3.93t 0.52*

Note: Compared with the same group before treatment, *P<0.05. Compared with the control group at 6 months after treatment, "P<0.05.
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