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Correlation between Plasma Fibrinogen Level and Renal Function Progression in Patients with Idiopathic Membranous Nephropathy. Yu
Jing ,Ding Guohua. Department of Nephrology ,Renmin Hospital of Wuhan University, Hubei 430060, China

Abstract Objective To investigate the relationship between plasma fibrinogen level (FIB) and renal function in patients with idi-
opathic membranous nephropathy (IMN). Methods The clinical and pathological data of 221 IMN patients were analyzed retrospectively
from January 2017 to December 2020 in the Department of Nephrology of Wuhan University People’s hospital. According to the estimation
of glomerular filtration rate (eGFR) during renal biopsy, the patients were divided into normal renal function group and renal function de-
scending group, and the clinical and pathological data between the two groups were compared. Logistic regression analysis was used to ana-
lyze the influence factors. According to the FIB level, the patients were divided into two groups: normal FIB group and FIB elevated
group. The clinical data of two groups were compared. Results Compared with the normal renal function group, the age, hypertension
prevalence, FIB, D - Dimer (D = D), urea (UREA), uric acid (UA), high sensitivity C — reactive protein ( hs — CRP) were higher in
the renal function decreased group, and the levels of hemoglobin ( HB) and albumin ( ALB) were lower than those in the normal renal
function group (P <0.05). The correlation analysis showed that FIB level was negatively correlated with ALB and eGFR (P <0.05).
Multivariate regression analysis suggested that age, hyperuricemia, plasma FIB, Hb, UREA, tubule atrophy and interstitial fibrosis were
independent risk factors for renal function decline in IMN patients. Conclusion The level of FIB in patients with IMN is closely related
to the severity of the disease. High plasma FIB level is an independent risk factor for the renal function decline in IMN patients. The level
of FIB can provide a basis for prognosis evaluation and treatment of IMN patients.

Key words Idiopathic membranous nephropathy; Fibrinogen; Renal function; Clinical

JE 4 B 9% ( membranous nephropathy , MN ) A PR ( idiopathic membranous nephropathy, IMN ) ,
B 9% &% & ik ( nephroticsyndrome , NS ) A% UL 5 B 25 #1 AR, RE IMN A EREZFEH KB, R R
Z— BRI '%/J\fﬂ?J:EZ—F%WhAfFfJ?TL$E$Dﬁ 7, IMN O Az 230 08 A dc PR i) B R 1R T N BRI, 2
JREE JRE Sy T BRRAE v HERR B e e R b R H27.8% ALK T TgA B9 Y B N B R
e K 25 G Ak R N AN MN FR R A 1 5 BN T B R JE S (end stage renal disease,
ESRD) 1955 — B Z A,

LA L [ [ AR 4 VE BN H (81770687 2 4 55 H ) (fibrinogen , FIB ) J2& — Ff iy J1FE & A%
YE# BAAL 430060 IR N B I B R (0 BT BRI S RE R BE L AL 5 1 . IMN BEF KL £

HWIRAERE . T EE, B F (55 : ghxding@ qq. com
.31 -



J Med Res,November 2021, Vol. 50 No. 11

NS, L FIB /K& NS B 5 BEIR 25 i 2R
fiE 2 NS BFE R R E AT HEERNRZ
—, Wang %”ﬁﬁ%kfﬂ,ﬁéﬁéﬁ%ﬁﬁﬂ%ﬂ"ﬁﬁ@
P B WESR ( chronic kidney disease, CKD) ) T & F,
WA BRI FIB 7KV 5 B ik 838 5 I F %
IAESET . H G R WS FIB KPS IMN AH 5C G
RIYMEFE AW FELL IMN BE X R, BIE i
M3 FIB K5 IMN B & B IEH MR, N
IMN & PG WAL SR T7 T e it — i
WNEE5HE

LWRgE Xt & . ] B4 43 #r 2017 4R 1 A 1 H ~
2020 4 12 A 30 H FRBUR S N R BB E A A2
SRR M B B s (IMN) 19 B8 & 221 6, b 5B 1
145 {5 (65. 6% ) , Zc ¥k 76 5] (34. 4% ) , P i 4F i 55
LA bRE: DT 2 BB AT 2 KB 5 e HE A
W12 IMN; Q4FEIE > 18 %, HEBRAr it . O RS0k
F B e PR R e M | 24 W) 25 T B0 4k R 1
JREAE s s @G O A G Al 288 3 1) 0 5 D B BT AT
e PR ST 5 R B I ) B 24 W A s B0 AT 5 1T 2
SEE BN ;@I 1A A IR T AR S KT ENR
s G R B RN 9

2. e R BTk AT B S8 3 O ARG A B I Y O T Y
B (1) — M BERE AL HE AR W M | e i TR A5 A L
(2) SemZ e bR WA B ABE I 55 1 R 25 T i
Febr , AL 35 M40 25 A (hemoglobin, Hb) | Ifil. /> # 31 %%
(platelets,PLT)  £F 4t & (1 i (FIB) \D % {k (D -
dimer,D - D) /il H & H ( prealbumin, PA) | & & H
(total protein, TP) . F & H (albumin, ALB) | JR &
(URE) . Ifi. L BF ( creatinine, Cr) | Ifil JK R (uric acid,
UA) #MA ( complement, Clq) . & A1 [& BE ( total choles-
terol, TCh) . H i = Big ( triglyceride, TG ) | /55 % J& 5 T
H AH [& B (high density lipoprotein cholesterol, HDL —
C) K% B R 25 A AR [E B (low density lipoprotein cho-
lesterol,LDL — C) . ## C 5 i % H ( high sensitivity
C - reactive protein, hs — CRP) | il ffi ' /)N BR y& o &
(estimated glomerular filtration rate, eGFR) | J& & ¥ 2%
fe bR 24h JRAE A E B (UTP) LK TgG  IgM | IgE  IgA
Ptk (3) BRI bR B WAL T8 Rk
G K ML A G AR B /N BR T BORE AL | R A
UANEVINE S DS X AN S R R R A
S /NSl R A5 1 D, S SO TG IgM | IgA T
S AMA C3 PO 2SO0 B . i I s S W 4
JE=140mmHg(1mmHg =0. 133kPa) Al (1 ) &7 5K /& =

.32 .

90mmHg, & FRFR MLAE & XK« 5 % =420 umol/L, &£
P =360 wmol/L,

3.0 AKYE eGFR B a0 A B E 7 b PR AL, B EF
HIEEIEH 40 [ eGFR =90ml/(min - 1.73m") ] ' I
it F B4l [ eGFR <90ml/(min « 1.73m?) ] ; #& 4% FIB
By AR E S R4, B FIB IE % 41 (FIB<4g/L)
FIB F+ &4 (FIB >4¢/L)

4. Giite O i R 0 SPSS 26. 0 4825 B 1F X
AT G M, A5 & IER AR 0 R R LY
B bRiE2E (2 £5) Fom A FLBCRH ¢ #2560, dEIE
A3 AT Y T i B ORE SR A b 07 B (1 g o KR ) )
[M(Q1,Q3) 1FR/xR, A bR HAES B . 115K
OB FATE (A L) R AL R R ) A 6 5
Fisher ¥ WA 5, R Pearson FH 3¢ /0 M7 i b 28 &
B A e, W 2 N R Logisties 181343 #1 5 IMN
BIIRE BRI R o AR50 1 S B 55, A P <
0.05 HEFALGIHFEXL,

& ES

1 EThREIEH 45 B DIae N R — e Bl 2 i
PRGERE AL . AW 58 5 D) RE 1E % 41 160 1] (72.4% ) ,
B hfe R4 61 6] (27.6% ) . AIE B 3 AE 7 4
# M5 . PLT . PA . Clq.TCh TG HDL - C .LDL - C _ Ifii
IgG YLl Ml IgE Pifk UTP He#s, 2 K LS % &
M (P>0.05), BEY6e T BEALAERE | i R 2%
FIB.D - D BUN UA . hs — CRP & T 5 I) 8 IE % 41,
Hb ALB X FHEIIBEIEW A, ZR AR FE (P <
0.05) 3l 1,

2. B IR IE R A5 B DG L B BTORL L AL
P2 BB B /N Bk Beflifl Bk RE AL /NSl Bk A &R
AR A= B A AR IE R TgG TR TgA UAR  IgM UTAT
C3 VIR ER , ZF G FE X (P >0.05) ;M4
SRR B /N 25 4 K R T AT AR LA B I AR R [ A
S /NS 2R 40 B ) T 2R A A L s T g
W, ZRARITFE X (P<0.05) ,1FLFE2,

3. IMN B H B D6 T B0 AH a2 2 17 . LA
EIRE MR IR 1 K2 PERAZRITFEX
(7% ok [ A8 B AT B R Logistic 1715 23 A7, oo
e I v PR R ILAE | /N A8 25 4 % (8] Jo 2F 4E 4k R o)
KSR SRR R I | R IR IMLRE (D - D
Hb ALB .BUN \UA .hs — CRP ' /N4 35 45 I ] 5 2T 4
60 B T RE T BEAH BB 2K (P <0.05) , Likd5 45
HEAT 2 I K Logistics 71 3 43 17 , 25 £ 7 4R 0% | &5 IR
W2 Il 4E \FIB \Hb \BUN | ¥ /N8 32 45 I [B] 51 £F 4k 4k



g e 2021 4E 11 H 4550 % 45 11 1) - 1E =
®1 BUREEFASESMEETHRAKGRERER (%) ,x£5,M(Q1,0Q3)]
5 Ty g IE H 4l B Iae T Rl
T H [eGFR=90ml/(min + 1.73m?) ] [eGFR <90ml/(min + 1.73m?) ] Giit i P
(n=160) (n=61)
B 100(62.5) 45(73.8) 2.486 0.115
(L) 52.31 £10.96 60.18 +7.73 -5.982 0. 000
= IR 56(35.0) 42(68.9) 20.506 0. 000
TR DR T2 1 i 39(24.4) 27(44.3) 8.339 0.004
YR AR (g/L) 3.99+1.05 4.72 £1.26 -3.793 0. 000
D - Z“H{K(mg/L) 0.72(0.34,1.45) 1.23(0.56,2.46) -2.912 0.004
MLTHEH (g/L) 135.68 £17.70 120.93 £20.03 5.335 0. 000
I /MR ( x 10° /L) 247.29 +67.77 251.93 £80.03 -0.446 0. 656
1 11 (mg/L) 243.54 £66.69 222.82 £92.57 1.597 0.114
HEE (/L) 27.81 £5.86 24.84 +6.30 3.291 0.001
JR % A (mmol/L) 4.92(4.06,5.76) 6.80(4.94,9.55) -5.671 0. 000
PR (pmol/L) 373.01 £85.91 415.33 +110.93 -3.010 0.003
#MA (mg/L) 210.05 £51.90 215.32 £43.58 -0.704 0.482
JiFL & % ( mmol/L) 6.99 +2.35 7.36 £2.33 -1.033 0.303
H i =B (mmol/L) 2.19(1.40,3.34) 2.26(1.71,2.64) -0.508 0.611
HDL-C ( mmol/L) 1.40 £0.46 1.36 £0.48 0.462 0. 645
LDL - C( mmol/L) 3.98 +1.79 4.23 £1.72 -0.951 0.343
AL C SN (mg/L) 0.34(0.11,1.36) 0.86(0.30,8.16) -3.981 0.000
I TgG(g/L) 6.29 +2.72 5.99 £2.90 0.710 0.479
1M IgM (/L) 1.14 £0.61 0.98 £0.45 2.154 0.033
il IgA (g/L) 2.05 +0.84 1.81£0.71 1.986 0.048
Ifi TgE (TU/ml) 58.70(23.95,125.50) 60.40(33.30,214.50) -1.735 0.083
JRZE M (g/24h) 6.64(3.67,10.63) 6.78(4.72,11.09) -1.148 0.251

x2 AEBWHESAREIMLER (%) ]

BINREIE R4 IAE T e

iH X P
(n=160) (n=61)
5 B Ak 43(26.9) 22(36.1) 1.797 0.180
ERM: i Ak 111(69.4) 48(78.8)  1.898 0.168
NG S G I ) AR EfE 73(45.6) 37(60.7)  3.991 0.046
/INEly ik 4 i 22(13.8) 13(21.3)  1.896 0.169
EJUs s 108(67.5) 43(70.5)  0.184 0.669
FiERUSIA 2(1.3) 2(3.3)  1.023 0.312
IeG UL
+ 3(1.9) 2(3.3)
4+ 41(25.6) 19(31.3)  1.181 0.554
et 116(72.5) 40(65.6)
IgA YLR 43(26.9) 16(26.2)  0.009 0.923
IgM LR 29(18.1) 8(13.1)  0.795 0.372
C3 Ui
+ 6(3.8) 1(1.6)
4+ 30(18.8) 15(24.6)  1.447 0.695
e+ 121(75.6) 44(72.1)

IMN B B R N RS AR R LR 3, U
eGFR60m1/ (min - 1.73m*) Nl FAEHET LN E Lo-
gistics [BIA 43 M7, 45 #2875 FIB . Hb .BUN & IMN &34
B e — L TR AT R R R LR 4,

4.FIB FHE 415 FIB I 41 41 6] %% B} L %% . FIB
T i AR | R 2% 3% D - D PLT Cr,Clq,Tch,
TG .LDL - C.hs - CRP,UTP ¥ & T FIB iF % 4,
ALB eGFR ¥ T FIB IEH 4, Z R A SIT#E X
(P<0.05), HALGER AL, 2 F G E X (P >
0.05),HW%ES,

5. 13 FIB 7KV 5 & $5 b8 A A G HE - 38 FIB 7K
V-5 4E# D - D PLT.PA .Cr.Clq.Tch TG .LDL - C
hs — CRP UTP 2 IFE M %, 5 TP, ALB,eGFR % i #f
K, EFAGIFEL(P<0.05),FElLFE6,

it it

IMN DL RS HE AR ELImIRERIN, 2 80% &
PR NS, KR 5 I AR 2 40 ~ 60 %, 55 ok 1] L 4]
k201, KT IMN W fil s, S48 2 30% 1 /835 Al
A KGRy B RS R A HA A
2140% ~60% [ HEALES ~20 0] & ik e &K
WG, 9E— M E T CKD BE Wi &4 % 0n
TR BRTT IMN B B O RE R A S 15 R [
F,FRH0 IMN B E WS HE BAAIL N EE, ¢
T IMN & Uy fe ke K 105 0 A O A B & R
[ BF 5215 2538 — 2 2 5 . Zuo % HFITIN

- 33 .



J Med Res,November 2021, Vol. 50 No. 11
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EB1 E/NRHE R G HRRIAFINEE

RWH W R ¥ F OTEH B # T

# E B MRS S E A 1 (end - binding protein 1, EBD) 76 /N UM 28 2 48 b 2 15 43 A LK CAE 40 IS A e 25 11
fEEH T RER . Ak LL LS Al CSTBL/6J WA BL/IN A bR AR R ED A R A I EBL 7R /N BRUIR i R Ak B b 22
T FRIRAE L o LA/IN BUBCET 2 A0 1 SR A B P G i S S AN R A B B B R A I BB 7 /N U EF 4k A0 0 b 2 K M E A
Ll HEK293 #i it g #1 %%, ffi Fl siRNA % 4 F1 Western blot ¥ 46 EB1 46 X T HEK293 41 i [ Wil B b Gt B A g, &R
B EdR RN EBL /N E R KRBT 2, S BEMLK A FMah &k E TR, /RS g b EBL &0 F
A IE o, S B R RSy A, HEK293 4f i o ik EB1 & [ vl 51 A2 [ Wil i b p62 A LC3B - T AR K FREFRE (P <
0.05),1 LC3B - 1 A G AKLEINREL(P>0.05), &it EBI FEMA RS Z Rk, HEAALMI 25, EBl B
F 00 I, A T BT B S AR B e IMA BT RS 5 R B W R

EgiE EBl AW AM/NME  HE

FESES R744.8 XEAARIZAS A DOI 10.11969/j. issn. 1673-548X.2021.11.010

Expression and Function of EB1 in Mouse Nervous System.  Song Binbin,Zhen Ran,Peng Yu, et al. Basic Research Center,Institute of
Geriatrics and Rehabilitation, Beijing Geriatric Hospital, Beijing 100095, China

Abstract Objective To investigate the expression and distribution of microtubule plus — end tracking proteins EB1 in the nervous
system in mice,and its role in autophagy. Methods The EBI1 distribution in eye, olfactory bulb, cortex, hippocampus, striatum, mid-
brain, cerebellum, brainstem, spinal cord, sciatic nerve and muscle, and the expression of EB1 in spinal cord and sciatic nerve of 1.5
months wild — type mouse were examined by Western blot. The distribution of EB1 in fibroblast of mouse were examined by immunofluores-
cence and laser confocal scanning microscopy. The role of EB1 in autophagy of HEK293 cell were examined by EB1 siRNA transfection
and Western blot. Results EBI had different expression levels in eye, brain, spinal cord, sciatic nerve and muscle. Compared to spinal
cord, the sciatic nerve showed decreased level of EB1. EBI1 comet was mainly located at the microtubule plus end. EB1 knock down in
HEK293 cell increased the level of p62 and LC3B — Il (P <0.05), and showed comparable level of LC3B -~ I (P >0.05). Conclusion
EBI are distributed differently in the eyes, nervous system and muscles of mice. EBI cluster at the plus end of microtubule,,and decreased
level of EB1 can induce autophagy abnormal by regulating the formation and transport of autophagosomes.

Key words EBI ; Autophagy ; Autophagosome ; Microtubule
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