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Relationship between serum IgM, coagulation factor || and renal prognosis
in patients with IgA nephropathy
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Abstract:Objective To explore the relationship between serum immunoglobulin M (IgM), coagulation
factor I (FVI) and renal prognosis in patients with IgA nephropathy. Methods A total of 112 patients with
IgA nephropathy admitted to the hospital from June 2017 to June 2019 were selected as the observation
group,and 120 healthy people who came to the hospital for physical examination in the same period were se-
lected as the control group. According to the degree of tubular interstitial damage, patients with IgA nephrop-
athy were divided into mild group (36 cases) ,moderate group (49 cases) and severe group (27 cases). After 3
years of follow-up.,the patients were divided into good prognosis group (81 cases) and poor prognosis group
(31 cases) according to the renal prognosis. The enzyme-linked immunosorbent assay was used to detect ser-
um levels of IgM and FV[[, the receiver operating characteristic curve was adopted to evaluate the predictive
value of serum IgM,FV[[ in renal prognosis of patients with IgA nephropathy,and the multivariate Logistic re-
gression analysis was employed to explore the risk factors of renal prognosis in patients with IgA nephropa-
thy. Results Compared with the control group,the serum IgM level in the observation group was lower and
the serum FV[| level was higher,the differences were statistically significant (P <C0. 05). The serum IgM level
in the severe group was lower than that in the moderate group and the mild group,the serum FV][ level was

higher than that in the moderate group and the mild group, meanwhile the serum IgM level in the moderate
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group was lower than that in the mild group,and the serum FV[ level was higher than that in the mild group,
and the differences had statistical significance (P <C0. 05). The serum IgM level in the poor prognosis group
was lower than that in the good prognosis group,and the serum FV] level was higher than that in the good
prognosis group, the differences were statistically significant (P <C0. 05). The levels of hemoglobin<(120. 0
g/L (OR=2.60,95%CI:1.39—4.87),24-hour proteinuria >>1.5 g/24 h (OR=2.49,95%CI:1.37—4.53),
serum creatinine==106 pmol/L (OR=2.36,95%CI:1.35—4. 14),serum IgM<(0. 81 g/L. (OR=3.69,95%
CI:1.57—8.66),and serum FV[>=>174.24% (OR=3.04,95%CI:1.47—6.29) were independent risk factors
for poor renal prognosis in patients with IgA nephropathy (P <C0. 05). The area under the curve (AUC) for
serum IgM,F V[ to predict the renal prognosis of IgA nephropathy patients were 0. 786 (95% CI 0. 726 —
0.846) and 0. 847 (95%CI:0. 797 —0. 897) respectively, the cut-off values were 0. 81 g/L and 174. 24% re-
spectively, the specificity was 53.62% and 67. 43% respectively,and the sensitivity was 92.12% and 92.12%
respectively. The AUC for combination of serum IgM and FV[[ to predict the renal prognosis of IgA nephropa-
thy patients was 0. 916 (95%CI:0. 866 —0. 966) ,the specificity was 85.19% and the sensitivity was 86. 97 %.
Conclusion The levels of serum IgM and FV[| are significantly correlated with the severity of disease and renal
prognosis of patients with IgA nephropathy. The lower the level of IgM and the higher the level of FVI, the
more severe the disease and the worse the prognosis of patients. The combined detection of serum IgM and F
VI is conducive to the judgment of renal prognosis of patients with IgA nephropathy, which is worthy of clini-
cal promotion and application.
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h JREE A E &, M2 & AL I S & A MULE R &R
R IRER S E B H ol =l KP4

1.4.2  IMIEFEARREI XFBE AL F 40K 2 K 42 4l
THATETERAT 43501 2 mL EDTA-K, HudE R i 4
KA R G NKI0 3 4. 1 R4 B Bk
B AR I i 21 25 K P 5380 2 6y 30T 7 & R/
i, 4R J5 3 000 r/min #.0> 15 min, B E3E L BT —



MIGES¥ 5K 2023 £ 5 A4 20 %% 9% Lab Med Clin, May 2023, Vol. 20, No. 9 e« 1251 -«

80 “CUKH ARAE . Horp 1 43R FH 4 B s 2Bk 2 B 43RG
T i JULTF L R 28 L PR R L B R L H I =S L T
BEK J5 1  oR R T I06 G 5 W A K 365 A6 T I
IgM FVIIZKF o AR 3 VF e B T 306 0 43 i 17, TgM
IR & F VIR 57 &t o At ie) 48 5 R A0 /N 10 %,
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S T2 3 AR A 5 He: TG B H Rl Co, <<25% H
Cl.=25% K C2,
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1.5 ZRifs4b¥ SR SPSS 23. 0 GE it 5 fF k17 4k
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2 4 ES
2.1 WAL IgM FVIDKF i WS4 i3 1gM
IR T X0 B2 F VI K & T % B4, 22 S5 3 A Se it
HE N (P<0.05), WHEI,
2.2 RERREE IgA B8 H MG IgMF VK
B ORIV ) A E DR 40 O Tg A R R
RHERREL 36 i R EE A 49 ) S EE R 27 ), EEBE
ZH M7 IgM ZKPAR T R A AR B A L il 7 F VK-
[ s R R s = R M ol -5 E 11 3\ Y O | L [ e o 2
FELH i FWIAKF- & TREA. 2R¥ASITHHEX
(P<C0.05), W2,

®1  WAHAME M FIAFELE (T +s)

215 n IgM(g/L) FWI (%)
X R4 120 2.79+0. 34 84.15+11.65
W5% 112 1.034+0.12 172. 46424, 06
¢ 51. 845 35. 949
P <0.001 <0. 001

F2 AEBRE A BHEEMNE M FIKFE

Pe3 (£ s)
21 3 n IgM(g/L) FWI %)
REEH 36 1.78+0. 26 152.52+21.63
PR 49 1.0940. 14" 183.06+25,13"
HEH 27 0.5740.04"7 206.54+31.02" 7
F 380. 850 35. 360
P <0. 001 <<0. 001

W 5REA L, P<<0.05; 59 4l i, ¥ P<<0.05,

2.3 IgA BHREBEEMBUSENMRR RS K
PidATE L 112 4] IgA B & d .4 81 ] (72. 32%) &
T T 05 B4 (TS B AT, 31 4 (27. 68 %) & ik il J5
AR WG R . P2 1A %0 4 %
PR 4R HE R4 2 ACET/ARDB 125 50 W 52 5 i
FH 2 5 S e 3 500 24 s S R L = R K
T, 22 R G 2F 3 X (P >0.05); G A R4
eGFR.IMZLEE H . IML7E 7 & H L IgM KPR T s R
U4, 24 h PR 2 & I ULEF R A R R L F VI K
PR TG R4 25 ¥A ST E L (P<<0.05),
W3 3.

®3 DRABREBEBUEMEXMEFHARRSW I Ls Fn(2)]8 M(P,;,Prs)]

SIgE| TG BLAF 4 (n=81) BEAR R4 (n=31) /1% Z p

IgM(g/L) 1.2640. 25 0.35240.07 19.919  <<0.001

FWI (%) 161.0321.43 187. 45425, 27 5.549  <<0.001

AR () 34,23+4.13 34.61+4.15 0.435 0.664

) 0.155
7 56(69. 14) 17(54. 84) 2.019
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g% 3 RABREEERREEMEFHRERZLH2 s FHn(X%)IH M(P,,P55)]
T FH BLUF2H (n=81) WA R4 (n=31) t/X*/Z P
L 25(30. 86) 14(45.16)
Y 4 HE (mm Hg) 127.16+14. 32 132.5618. 17 1.248 0. 356
#F 5 (mm Hg) 80.25+9.16 83.47+10. 34 2.334 0. 257
2 43 7
M1 46(56.79) 14(45.16) 1.219 0. 270
El 3(3.70) 2(6.45) 0. 397 0.529
S1 57(70.37) 18(58.06) 1.535 0.215
T1~T2 13(16.05) 10(32.26) 3. 609 0.057
Cl~C2 31(38.27) 9(29.03) 0. 834 0. 361
ACEI/ARB iz % 49(60. 49) 19(61.29) 0.006 0.938
Wl B R A2 58 21(25.93) 11(35. 48) 1. 004 0.316
G 35 410 1 ) P 24 5 37(45. 68) 12(38.71) 0. 442 0.506
eGFR[mL/(min * 1. 73 m*)] 104, 52+18. 69 74.16+12.53 8. 343 <0.001
Mmer&E [ (g/L) 129.072+16.43 116.58415. 06 3.691 0. 004
Mg HEH /L) 39, 14(35.16,41. 45) 31.62(23.49,36.54) 4.147 <0.001
24 h JREHE R (g/24 h) 0.72(0.32,1.58) 1.53(0. 46,3.52) 6.432 <0.001
1L ILAT Cemol /1) 71.52(57.16,89. 47) 82.24(63. 15,162, 45) 2. 147 0.031
JRZE A (mmol/L) 4.59(3.72,5. 5.92(4.96,7.69) 3.125 0.014
JRFR (ol /1) 342.15+46. 82 396.42+52.16 5.316 <0.001
JEHH [ A Cmmol /L) 3.92(3.49,4.79) 4.05(3.52,1.85) 0.567 0. 241
H i =1 (mmol/L) 1.53(1.13,2.43) 1.56(1.06,2.52) 0. 847 0. 406

2.4 s IgA B B E RS 19 2 R Logistic
BUH T AP TgA 8 1 5 IE IS 2 &
ARAEFH LR (B =002 =1 BB FE R b 2=
FAGI S E X WERE N AZEHETEZHER Lo-
gistic [543 A, 45 R WK, I 20 & 1 <<120. 0 g/L,
24 hJREHE R =>1.5 g/24 h 1 L =106 pmol/

L.IgM<C0. 81 g/L 1 FVI=>174. 24 % J& IgA ' 45 &
HE WG A R fERE 2 (P<<0.05), WL#EA4,
2.5 IMiE IgM FVIIXF TgA B i m 2 B I 1505 1 73
BrfE  imig TgMOF VI TgA B9 i 3 5 Ik 10005 9
Bk N AL CAUC) 43 51k 0. 786.0. 847, — FH B4 i
My AUC k0,916, W 5K 1,

x4 2 IgA BREEBEMBMN S EE Logistic B34 #7
E{ER AN B SE Wald X* P OR 95%CI
IML£L 3R 1 (<<120. 0 g/L vs. >=120.0 g/L) 0.957 0.319 22.774  <€0.001 2. 60 1.39~4. 87
24 h JREEEERE (1.5 g/24 hos, <<1.5 g/24 h) 0.914 0.305 21.667  <<0.001 2.49 1.37~4.53
L LEF (=106 pmol/L wvs. <<106 pmol/L) 0. 859 0. 286 18.529  <<0.001 2.36 1.35~4. 14
IgM(<C0. 81 g/L wvs. =>0.81 g/1) 1.306 0. 435 28.152  <€0.001 3.69 1.57~8.66
FWI (=174, 24% wvs. <<174.24%) 1.112 0.371 25. 341 <£0. 001 3.04 1.47~6.29
x5 M i#F IgMFVI 3t IgA Bk B & B R B 0 M &

Ei=E 7N AUC 95%CI RN RO R
IgM 0. 786 0.726~0. 846 0.81 g/L 53. 62 92,12
EVI 0. 847 0.797~0. 897 174.24% 67.43 92,12
IgM-+FVl 0.916 0. 866~0. 966 — 85.19 86. 97

T — RN TR .
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IgM<C0. 81 g/L J& IgA B B & B LTS A R 1 f&
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MRz, RS TgA B R CE I B N ER UE L B D) B
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JiEL B/ NER A0 LB NE B R A A B S 5 LR
F4 LY P R 1540 AN L ok AR . BRAE AR R B F I
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My F VK 5 0 R 46 A5 25 DI AE G, Hom FVIDKFE 5
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EIGA BHRBEBREREARNAERER (P <
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M) o 2 7 5% 48 ) 43 Ak bR s LA 1 58 9 S o Je) 2
FEIL-6, TNF-o 55 R AE K T B HCA ML 6 1 3 1L-
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0.847, " FBEA M M AUC JHy 0. 916, 3 72 B I I
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4, B 516 5 9250 2 48 b LA A B 3 IR0 RE - (H R
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