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Abstract

Idiopathic membranous nephropathy (IMN) is a common immune Kidney disease and one of the
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important causes of adult end-stage renal disease. Timely diagnosis, standardized treatment and
regular follow-up are related to the prognosis of patients. The research on the pathogenesis of MN
of M-type phospholipase A; receptor and Thrombospondin type-1 domain-containing 7A has be-
come increasingly perfect, which has an important impact on the clinical diagnosis and treatment
of IMN. Along with neutral endopeptidase, Exostosin 1/Exostosin 2, Neural epidermal growth fac-
tor-like 1 proteinhave, Semaphorin 3B, Neural cell adhesion molecule 1, Transforming Growth Fac-
tor Beta Receptor 3, Protocadherin 7, high-temperature requirement A serine peptidase 1, Netrin
G1, Protocadherin FAT1, and contactin-1 have been found, and the potential targets for accurate
diagnosis and treatment of MN are increasingly enriched. This article reviews the characteristics,
clinical significance and recent progress of the above biomarkers.
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1 Hl

ik

5 9% It BB 5 995 (idiopathic membranous nephropathy, IMN)J&—Ffi Ui Ss vk B iE i [1]. R 8L
W& T ) B Sk 5 R R LRSS &, T S G WITRRE R, BodthMA £ 48, C5b-9
MRS E AR, RS /NERBA LS BERG, SEEAIR[2]: HR BRI 2 R8BI 3RS T e
(glomerular basement membrane, GBM)I &, 1 L @S WU MR FEERICNVKEE AR, &
SIS A iE(nephrotic syndrome, NS). HARJEFEH, £ 40%[ 35 7E 5~15 55 PN i N A A B 95 (end
stage renal disease, ESRD) [3], /& E M5 & &k 11 25 /N REw 2 —[4]

AR, IMN BRI R IEE BT, FUGHZE, BI7 s, IEBCNAERIER A3t TA: )
[5] [6]. X4 B AT E FRNERTFARRIER, REIFRIES, FHRICON. KH R A EARR0T
IMN BT R H2 W B IR o R R84, AT MN FAE T R mte it e [7], |
BT ORI P EUR R R A Ybr &Y, BT EZE PLAR [8]. THSD7A [9]. FRitbz 4, AHCHIEE
HUEEA NEP [10] EXtL/EXt2 [11]- NELL-1 [12]- Sema3B [13]. NCAM1 [14]. TGFBR3 [15] PCDH7 [16].
HTRAL [17]. NTNG1 [18]. FAT1 [19]. CNTN1 [201%%, W35 1. AEWArE00 R B0 R AR 87 FH %t B
MN B)5Fi2W. o BTG HE 0T ISR SRR B i R I BT 45 i SR . ATt Bk
HEIRREMD R S IR BRI i AT 45

Table 1. Biomarkers included in this paper and their clinical characteristics

? 1 ATMNRVE RS B B m R EHE

VIR EY) Il PR A
IMN AEbR &)
NEP T VUCE B 2 A B S5 T R 0 PR T B R
PLAR KZ) 75%0 IMN i PLAR 5li2, & &FEZEHEHRPUR
THSD7A KHJ 2%~5%[H] IMN B THSD7A 3|2
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Continued
NELL-1 9 IMN HIR AT, 5 5%~10%F IMN IR BR3¢, HBRAELE T B rE G s i 2
L9 AH DGR
Sema3B Fe MR IMN IR, Gl RAEEN S LU JLEY, 295 ) LEIRIETE MN 1) 16%
PCDH7 PR IMN ERY, A7 E N 1.6%~2%
HTRA1 IMN ) —Fh i 5
NTNG1 T MN ¥EHTRZE, (H NTNGL H S HUARm IR VEF H i A .
SMN £t EM
Ext1/Ext2 EXTL Ml EXT2 AT Re 24k K PE(E & S tEPai) MN 1 H SRt E BUAE bR e B
NCAM1 oF AT SLE BT, HAFRLMEmME
TGFBR3 R S e o B E T ThE, 5 MLN B 6%
FAT1 I M40 B A% 15 FH O MIN TR BB 5
CNTN1 AlfEE SMN — /NN HTRFE R, AT AesE CIDP ™ H AR AL (AR &

W MN, BEPEER; IMN, $RRMEBMEER; SMN, 40RPERBMEER; NEP, hiklikl; PLAR, M HUBEARHEE
A2 %4k, THSD7A, 1 #Uf/ MRS EE 7A 1, NELL-1, #EErEE kA KK 757 1; Sema3B, {55 % 3B;
PCDH7, JR#5KiEEE 7; HTRAL, ZSMREAMEEEMASEA 1; NTNGL, MAEHA GL; ExtUEXt2, 4MEE U4t
W 2; NCAML, #ZAIRZH T 1; TGFBR3, Il BUEA KN T g 24k, FATL, BRI H FAT1; CNTNL,
Pefih 3 1, SLE, RSGMELBURIE; CIDP, 1814 M B2 Kk 2w .

2. IMN I Tim S

2004 -7 2014 4E[A]— Dk H 2 0 1) 71,151 61 EE BORMF T R, IMN B3 23.4%, IR
T 1gA B 28.1%, HAEZHTFTH IMN R ZEFERI N 13%, By SR R IG B R 10 B /N BRSO, 1T
R IMN F R A 5K IR T 8/K-FI PM2.5 H % V) CEK[5]. 2010~2015 4F, FK[E 31 M43 878 K
= P 5 43,677,829 1Bt £ 3 BHEAS 45 IR [21], IMN (5 B /INER S5 1 LR A% L 1gA B9 1 EL A3 B
R E I MR HX[22], IMN (5 B /NERIG O EL 6] kL 1IgA B, oA I R & P B /NER R
o B TR I A 45 IR R, NS LBNE NI RT %, 15~39 % (85 %) 12.4%, 40~64 % 54 31.9%,
65~99 B EENLY 45%, TFEERAIERE IMN Fm R ANBES] [23], HILEHERMES, BEX
Nie ZEAF 7T [24] BoR 3R E JLE MN BA R HR N 6%, HARIHFRIZE LFH(H 3% ETHE 7%); 3T 1R
SRR, IMN TE SRR e T otk RIEE FFHES, HET IMN Bz iy 2:1 [25] [26].
3. MN B43 3

MN 2 Wi I e An R AT A2 1 A o I MIN AR 9 A1 < I PRARRALE B U 2 25 2538 W] 4 I K, 2 75%~80%
WA, FROAJE K MR % (primary membranous nephropathy, PMN) &k IMN [27], % —2R4k Kk T %
FELABER, Gn: BYEME . B SRR (RAMARIIE). AW YR 5%) KOs I
TR RESS, FRoA4k R PEFTE 5% (secondary membranous nephropathy, SMN) [28] [29]. IMN K2 i f5
W N EAS A, 10 H T EHERR SMN JR, IMN 2 WA fE oL AR B R B — R B
% IMN 5 SMN #5 i 5 B
4. IMN E9REIRTR R R
4.1. NEP

vV P4 KB (neutral endopeptidase, NEP) 2 55— /M R L5 A28 MN FH G AEhR &8, 2002 SE1% 0
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FE[L0]5F7E 1 1] A 7™ B vk V5 T R 2 1 A LR J I I AR 2 B8 (R A S s S Ak b R, Jl ik
REAZFAEN T NEP (UF71E, BiE S B IRG A E, SEMhAE &M iZiricE R, RHHE
SRR AW T, HEEINNZIGE BT BEEHT NEP SRR EL, BEE N NEP SRFE, 7E28HTi
FEAB LR X ZPUR A A T PR, BRI IR AR S G OB o X ) L PR B R AT AR R I B 1) Bk
TSR ANER B ML S, IR BIE /0K & AR B IESh L, WIREZ T NEP RBEE E[30] 5 2.
I FE R FEFE[31], BRI T 5 NEP Bu #H O £ K (membrane metallo-endopeptidase, MME), MME
5 K] 1) AT AR e DA g 2 T [ o S G 2 ) SRR, 02 75 5 T B A 7 A A 12 P Ty e ol 1) LA,
BRAE G RAHTR MN [ EZ BN HEE MME $tZ . BT84 ) LB TR I TS 5 BE SR PR 72 A I P ik
T R ATK[32], HAETAN 19GL Xt LB AIE I E R, PRIbXT NEP SREA I BESE, 3% U] i Il B
SRIMIE HHL NEP HUA I FIHT NEP HUARSE R 004, H25 [E Xt NEP 19G1 i FE T+ = [ BESR
FFHRIT TP, IR AR A ) LA B8 UG ki s SR By e S H AT 2% 2 R S 1R A

4.2. PLAR

2009 4, Beck %5 AR FH 9% EIIE | ot 3 73 55 77 VE K I M AL il A, 52 445(M-type phospholipase A2
receptor, PLA,R)A MN R R REHTR 8] it — DA MN AJmALEI$E 4L 7R e 2 mt: BPfEEA
H SPiik S LR EEEBUS S S, BaBURERE, BusMA RS, SEURYIMSI AR
JR[33]. 1EKZ) 70%I¥ MN 54 I35 A 2 PLAGR 1) EH B HUAR[34], BT PLAR HifAX MN 2 W i
TR RN S [35] . AHSCHITAE[36]45 HY: T PLAR HiikE SEAR/KF B EMK, LEEHE
RIGEIE RS, $T PLAR KPR 1B REMBUET B IREMREES, EERBUDE, Bt PLAR
KV 2 B A, R RN X T . RIS BT [814E th: A T IR R M, fEEH K5
IR, 1 PLAR Bt e th il FREEGH K. BHTX PLAR BIBFARCEHN T 70720, St
FBTIRI: PLAR SRNAAAEZ AN RAL, AHE—AE &I EBR 25 3 (CysR) A\ AN E] () C Y kEsE
FH5I(CTLD1-8) [4], F42th M Ay B HR AL CysR S5 M3 F1] C-2K vy 45 R 5 ¥ 2 A6 47 B L
MN EE BT PLAR SBPEE IR T CysR AL SIEHaE . REFIUEAHR, REBFFERE/D, HH
PREGR, BRVEZMRER, Bt R 5 Kg; X CTLD1 Al CTLD7 BB Mk, =BG
PR VRTINS RN B RS AN R ST S8 5 R 2R [38] . 2021 A G 4 K I v TS 4 24 (Kidney
Disease Improving Global Outcomes Committee, KDIGO) [39]% i1 PLAR 44 FH 14 i N B 95 47 A1 £
H, A EE EER R MN 2, ST PLAGR HUidoK -, fEIRIT G 6 3T B s, A
W, SEHRKT, BRSSO IR E, AR T 0 AR T R . HEFTAE
BS7 LA BT PLAGR FUAR sl vE AR AR, Aot 3 s B R K= 5, B AT 2 Mok I L3 oA 1)
Jii, HA B g% R R (ELISA)E RT3z, ARGl R 5055 AR, Jis 800 7 22 08 22 IR S K L skl
iy, e RImK TAE. B2, PLARZE MN 2. J897 AlUs oAl B B+ 24
., RLOIVERIZ BRI T 58 I SRR

4.3. THSD7A

2014 4F, Tomas %5 A [9]FIH fue e YA G s AU AE I HTIE MN FE 38 5 I JE 40 A R B — B AFH 5%
N-FEEE [, 2 e bt 1 B /MR OV 2 1 7A $5(Thrombospondin type-1 domain-containing 7A,
THSD7A) [ E S Pifk, 29 10%[1 MN E5 74551 THSDTA ik, 74 NHE R Al B /N R Hh A 2 3
ZHUA, Fk THSD7A £ MN A B R e . BT RAR AR I e AU 5 T 7R, THSD7A 58
AT /R4, 19G /2 THSD7A fRe e vEdifk, nl{Rit i W il #, HSS5aMmE. A&, o
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b SEFEANE T o BUE R — T 7T [40] 3 B, THSDTA [ 1A &5 22 R il PR 23 AN o AR B AT K,
$2/R THSD7A W EES 52 MR R A ke, HAEARF B R hRIA A H o [FIES 55— Wit 7e[41] K 3L
£ 25 153t THSD7A BBV R Re A R RS I B S b, A 7 B R %, SCRF THSD7A fEHE
HH ) R0 5 TR B3 R R e 2 TR BRIV AE DR 2R [42], DRIEXT T THSD7A BHE ) MN AR5 5 2 7] M 0 A O e
JAFRCRIE K, JCHARNT T B i A JRAETEIE MR . A 2# AR YE THSDTA BHPE i 235 58 5 th
BAEER, N THSD7A W] e Mg 4 2VR U — R R Hi e, )i R G E I 7= A msR il i iudd,
5 L THSD7A B4 &, TR bR SR E a4, MFEBEEIR[40]. THSDTA AHR L E
973 (1032 W7 R ok A W L 575 0 A R AR G g AL A et R 2 KB H AW R ik i RS,
Sharma %5 [43]#50 1 24 65 4123 THSD7A FHMHEE PSR A, &I THSDTA Fuikss AraE; 20 41
Y THISDTA Jeta It B, MBI AT . DIk, (R AS I 33 A0 e 2 2 i ok vy LR sni2
W) R . THSD7A ARALA] LLYE AL B9 2 Wibic 4, 1m0 HLIE Al DAE NG sh vk 4 bs, Bk
T FUUE LT THSD7A $ii /K5 MN B 3 2 IEAHC[9]. 1B R B AR &SR =, RIiFpwE
PEAEOMA R MN R PEft R, R MN IS B IS IR AT )5 .

4.4 NELL-1

2020 4, Sethi %5 A\ [12]4k S5 F OGS0 E L B A o2 4 UL 225507 2%, 7E9T PLA,R.THSD7A
PUAATER MN - S R ) 2 —Flog 10 8 B —— &R MR AR K F#E 77 1 (Neural epidermal
growth factor-like 1 protein, NELL-1), 35 #i] PLA,R FIE[ MN S35 (1) 5l A0 7 8o, 6 B8 1) Nell-1
e s, LU R Nell-1 76 IR 51 GBM ] WL S ShRR 4 4, 19G1 F1 Nell-1
LA 7T GBM, Western EIiZE 7341 27, 75 5 43 0] FIMLE H AT 5 Nell-1 K82, 3B ILE #1756 $t NELL-1
ok Nell-1 BHIEASSH MN IR AR EER BN PMN, {EEZHE RS H, 76 5 4 Nell-1 FHE: %
WERAFR I, A 4 2 B A I BB R, ZEI A NELL-1 5B MR 2 0 &R, 7R 2k
— W7, R E TGN 832 I IERIESZH) MN B, g 43 4t PLA;R. THSD7A kXL
FAPE A, Nell-1 BHEARSSH MN B34 5 35% (15/43) [44]. 55— TR Z NeLL-1 #15¢ MN 5% s A1
Mk BT FU[45] 45 B, Nell-1 BHPEA AT MN AR R A S g () U380, £ 13 fR) 553 A bk
JI . BRI, 9% F NELL-1 5 R F/K PRI RIEEZ AL, 75 Bk — 25 (R 7ok i B Ht NELL-1
UM B 2 75 5 R 1 PR AN BB 2 IR R A %, % NeLL-1 #H9% MN &3, @ SGEAT R HTR i
AT S T 1A g XSS

4.5. Sema3B

2020 4F, Sethi SF NGGWOCRMIIE] K e HEAWFEETTE, %8 T PLAR FATER MN )
N—ANEAE[L3], W5 H —FaluRE 1 2 (1 i—15 5 & 3B (Semaphorin 3B, Sema3B), 19G1 J&H 3= Z (1) Gz Bk
FEAW. 7 11 615 Sema3B A5 MN B, 8 151(72.7%) )L &, b 5 (il7E 2 ez Rk JE N
MN, H& 3 ZEFHFMEEN MN. FAMEH) 3 BIRNER, ~FHFE N 36.3 %, HHEALT MN &K
RS, TR, Sema3B W fig SRS B MN BURMISC. 1T HA SCIRHGE 125511 MN B4 )5 51
SR F5I[46], ZI5 BT Sema3B FUAR MW Z ARG ANFAE ) 51, HF RAse o] WoCR LRl s i)
DU, FERTIL b RN B TROIR e, G ENZE AT R L A B Sema3B fifdk. B IS RIESZHE
% I MN &k, Sema3B HiJ5fl 19G g {7 . 1X 4 JLE B3 Bl f5 8252 1 RIS 8 BTIRYT , 29097 40 KJa,
BFIGAERTE AR, M5 AR EIDT Sema3B Hifk, SFF 7RI ZH BPUIIIT R TGN FHH,
0 1375 T SemadB P e — R E A A R HAR AR TR, R T Tgm 10 2 R SRT .
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4.6. PCDH7

TG BN EIR T BE 8T, BFFCE AR R I T — Py B /N BRI T I 2 SR IR e €24 P08 P 2 R
[16]— 545458 9 7 (Protocadherin 7, PCDH7), 4%k A7 TR F . 4k, 7 PCDH7 A%
MN B ) L5 A B VA 2 #OR N 3 7 PCDHT idk, iRk4s £ W], PCDH7 #H2% MN SLE X T —
WA,

4.7. HTRA1

T AL G IR G T AL &, S HA2RREAM 1 (high-temperature requirement A
serine peptidase 1, HTRAL)Z —Fif 1 R AL, FE7E T8 PMN B35 [17], SCHRHHE H 7R — 0%
118 %1 “PUEEATE” (PLAR. THSD7A. NELL1. EXTUEXT2 MIth)H) MN B #4754, K HTRAL
FHIKE MN BTN 4.2%. 5P HTRAL LRI E SFEAHDC, 8B HIRES A7, SRERE R
MISEART T IR Lo 2 M I A4 08 B P R Bh T2 Wi Rna 7 Yk

4.8. NTNG1

— DU T 888 il MN J FAth ' /NER 0 8 it 70 b 7R [18], SR FH fho s B 28 % i B 2 WL
MR T T B AR E A, 2 NMNZIE A G (Netrin G1, NTNG1), NTNGL /< MN &, T4k
RVEE /NG RIIEIR IS BRI, AR P 19G4 N F HITEH NTNGL H Sdifk, Eik
NTNG1 FKias s, 'B/Nek 19G4 it

5. SMN £ 4frE MRt R
5.1. Ext1/Ext2

2019 4=, Sethi &5 A — 50T (1 BA B 78 [11] 45 H W R 7EHT PLAR THSD7A HUAAXUH MR MN &35,
FHBOG RN E] L TSR H 4MA 2 1 (Exostosin 1, Ext1)flIZMK & 2 (Exostosin 2, Ext2) A, E
AR EIFRE EFIVETE4T], LML g R Extl fl Ext2 7 GBM ERMURCIRHES, RB Extl F1
Ext2 Aae 2 E B G biE, 1961 & FEMAEskE D, IRRAER SRR AR B & fkthx
i HRRE, ALFE R G40 IR (Systemic lupus erythematosus, SLE), 7] B gk kM (1 B Ffs 1) s it
B R REPUR . BTSRRI, A 2 6] Extl A1 Ext2 IR MN B3, SR R R SLE fIZ ks
fiE, ZNEJSRABEDT A e 2R, (HZ B AR AR R AUD, A KA I R B FE RS IR WA,
I 7 B — 2P B SR € EXXU/EXt2 J& 75l PATIIN MN- ZR 5 IR AR o — T AR 5 o [ T P A 7
[48]#27%, 60% (3/5 1) V BUARIE f3 1B /NER 2 4H L P B Extl/Ext2 P, SCRrelils B 5k
PRSI A Ko 59— T H A AR 22 % 22 Bt i R T TR 23 AT [49], BRAE 17 384 A AR ' 4% (Proliferative lupus
nephritis, PLN)FI AR5 14 B % (Membranous lupus nephritis, MLN) [50]F¢) B /NER EXtI/EXt2 [ 5% ¢
Jeta iz, MLN 41 Extl/Ext2 (PR Em T PLN 41, MLN B 6 T S50 0E % fME T 5 Hiikk
F, PRI, ExtL/Ext2 AIREZ 5 | MLN BRI R AENLH], B — @ IR RANME . — T H A BAZIRE 72 [51]
W, HER T 2 B /NER EXXLEX2 Y i3 1) iR VMR B, 2 44 BB s R B & e M i
TES, ABATTA I o B B A A U PR . EXXUEXE2 78 B /NBR b (3 B 2238 1T A 5 A i (10 1 FH A0y
ik, AT — B A AR B ], DA B ExtL/Ext2 £ B B o iR F ARRE .

5.2. NCAM1

W9t 3 30 & FARZ: 20 B 5 Bt 737 1 (Neural cell adhesion molecule 1, NCAM1)/24:46 MLN A1/0% PMN
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FIREHTE[14], NCAML KA E 535N 6.6%H1 2.0%, NCAML 5 19G L& i B /NERGIE iAWt . itk
A, G g5 BRI R) 42 G 58 658 i, NCAML AHSC MIN BRI LV 6 NCAML B4 8 1 B v,
R EIEAPUAR. Ik, BF70E AN NCAML J& MLN B3 TR H S PiE. MN Al fg 2 #64% SLE
SR I E ROER, 7E NCAML AHC MN FR 2 Hh, B R 6 SR 3 1 TS B T ok K e R AR A2 b L 11,
DA € Bt NCAML HiAA 2 15 n) LUEA T SLE (bR S

5.3. TGFBR3

WF T I T A M S5 R N T 1 B AE K IR F- B 24K (Transforming Growth Factor Beta
Receptor 3, TGFBR3)/& —Fi R[] MN AEWbr EXI[15], E—41 MN &5 105 /Nek b & & TGFBR3,
A DA S SN B TR 2 e i oK . TGFBR3 519G 3L 7 T 1B /N ER S iU A - TGFBR3
A2 MN 76 B & Ja i B it s, 5 MLN SB35 11 6%. TGFBR3 FHME: MN 1] fE 2 FR BRI AR 5 A=
HEAT AR R S e A Y, DB E T RERVETE B B Sl MR, el & SLE.

5.4. FAT1

ik I T4 g 7 4% (hematopoietic stem cell transplant, HSCT) & — VA7 524 [V 28 55 S M i g 1 47 125
PR, W] 5] AR RYHLIE 595 (graft versus host disease, GVHD), MN #2181 GVHD (3 KiEz —
[52], W 7¢I FH BO6 S AU AR BE A AE HSCT #H95H MN HORBL T — R & (A li——FATL (Pro-
tocadherin FAT1, FAT1) [19], B i&EttrAon FATL W GBM 2FkDIR et . 78 HSCT #H3% MN 51
M55 AVE S R A2 R SR I BB FATL $iidk, FATL A% MN AT —FpdErg MN 282, {H H R T
FATL AHIE MN [ SCRRARIE 52D, dx S 4% 45 S ] 6 75 2275 5 K10 FATL AHIE MN BASIF 52 A 75 2HIE 52
FHERH T 2181 GVHD 2 S8 FATL JUiR =48, FHoRdt— B IR 25 SR RN T IR .

5.5.CNTN1

Le Quintrec 2 N 43#HT 1 5 112 14 7% P Bt B ¥ 22 Jk 4402299 (chronic inflammatory demyelinating poly-
neuropathy, CIDP)& 3 MN i35 ViR 4121, ik B 7 #2211 (contactin-1, CNTNL) 23X Pl 1 3%
[F PR 1 [20]. JRERAE BB TR, XS EF I E /N ERERAR [, 19G4 JTFAE CNTNL JLEfi.
I, 7E5 CIDP AH5CH) MN Hr, CNTNI AJge2& —MFriIFi R A, WA Re2 CIDP P EIR IR E. %
WL H B2 2 L 22 7 AR FE PP TERE TIOIIAE T2 2, DR CIDP JR 3 HEAT R G & 1R i
A, FEAE AL S CNTNL #1261 CIDP i3 . iX—KILATRERL A CIOP & 3F MN B 12 Wi F1va 7 1) S8
A TR E M B E A Z AR, RS AEA RCR . BT BB IR T AT CNTNL
PURAE B RS0 B9 B ARE FABLH] o J5 8 A SCRR I IE [53]42 A2 & B a] 193697 CIDP &3 MN ) —
LIRIT Y, TR CNTNL 0443 B W I =7 25

6. BEERE

H “W2IRER” KRB EHZ B, TXFZFEIIN MN ZmPLEIRERE WA 1L, EiERa 2
ZWr MN [ EhriE, (ARSI, FHEEE, & MN 2GS TR 2 Wi A T4
FUE A IE VAR SR 2 W, G2 WrAR S ERG T, ATERA A S Bt T2k i . H
Al R < F NEP. Ext1/Ext2. NELL-1. Sema 3B. NCAM1. TGFBR3. PCDH7. HTRA1. NTNG1. FAT1,
CNTN1 S AP R B B>, BAA 2 10% 00 ¥EHT EORSE RN, BOE T R E ZHEFL, X MN B
R WbR ST IR IL, DS b 3R IR Sk
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E&WmE

DU 1145 o 2 24545 73 R RT3 42 (2020JC0079) ;- U148 BHEL T B & 10 42 (2021 YFS0259):  F 78
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