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The Relationship between the Clinical Symptoms and
Pathology of Thin Basement Membrane Nephropathy
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[ Abstract] Objective To explore the clinical presentations and pathological figures of the Thin Basement
Membrane Nephropathy (TBMN) and the relationship between the them. Method 42 cases of TBMN which
were diagnosed with renal biopsy were selected, and the clinical and pathological data were analyzed. Results In
42 cases of TBMN, there were 28 cases of isolated hematuria, 6 cases of hematuria associated with a small amount
of proteinuria, 4 cases of a small amount of hematuria associated with a moderate amount of proteinuria, 4 cases of
nephrotic syndrome. The microscopic examinations showed that 17 cases with glomerulose mensangial slight
hyperplasia, 11 cases with focal glomerulose mensangial hyperplasia, 5 cases with intercapillary hyperplasia, 8
cases with slight glomerulopathy, and 1 case with glomerulose focal cirrhosis. The immunofluorescence examination
indicated that 26 cases with negative immunofluorescence, 14 cases with feeble positive immunofluorescence IgM,
and 6 case with strong positive IgM. All the GBM width became diffusely thin, and the average GBM was less than
250nm. The severe degree of haematuria and albuminuria was negatively correlated with the thickness of renal
glomerular basement membrane ( r = -0.92, -0.98, P <0.01). Conclusions The common clinical
presentations of thin basement membrane nephropathy are isolated hematuria, some accompanied with proteuria,
few patients presented as nephropathy syndrome. The diagnosis depends on the GBM thickness determination through
electromicroscope. The severe degree of haematuria and albuminuria is negatively correlated with the thickness of
renal glomerular basement membrane, there is no obvious correlation between the course of disease, red blood cell
dysmorphosis rate and the GBM sickness.
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Tab. 1 The correlation between clinical data and GBM sickness in 8 TBMN patients with proteuria

Wl PE5 ke 1) ! 24 h JREFER (mg) ° FEPEREEEE (hm)
1 M 84 3580 200
2 M 6 4500 190
3 M 12 7200 160
4 M 4 4800 180
5 M 7 1100 220
6 F 480 1 860 210
7 F 96 2400 200
8 M 36 1080 230

W 153K REE r=0203 (P> 0.05) T 25 3 BAHKRRE r=-098 (P< 0.01)
F2 28 LMK AER TBMN EFHIGEKS EHEKEEENXR

Tab. 2 The correlation between clinical data and GBM sickness in 28 TBMN patients with hematuria

il 5] wifk (J) ! MLBR A3 2 IR RBC SH%(%) LI L (nm)*
1 M 12 + 88 240
2 M 180 ++++ 65 150
3 M 12 ++ 79 190
4 M 36 ++++ 97 150
5 F 60 ++++ 97 160
6 M 12 ++ 75 180
7 M 42 + 81 210
8 M 17 ++++ 98 160
9 M 36 + 85 170
10 F 24 ++++ 80 190
11 F 120 +++ 91 210
12 F 180 ++ 78 170
13 F 48 ++++ 88 140
14 F 48 ++ 69 200
15 F 360 ++++ 96 70
16 M 84 +++ 88 170
17 M 192 + 78 230
18 M 20 ++++ 94 170
19 M 80 ++++ 90 140
20 F 18 ++ 80 220
21 F 84 +++ 90 160
22 F 24 + 81 200
23 F 24 + 88 230
24 F 48 ++ 86 200
25 F 20 +++ 90 150
26 F 120 ++ 90 210
27 F 60 + 63 240
28 M 10 ++++ 89 170

H: 154K Rr=-0511, P>0.05, THXM; 254 WHXERERE r=-092. P <0.01; 354 WHXLRE r=
-0.093, P>0.05, JoHEEE



104 R ERRF#H

834k

2.4 BITSMEA

28 {5 B A I bR AR R A T N 2R i
Fai6y7, Hb 18 GilBETT 1a, BE CEUHRHENE
FERRE RN MR TCHEIE, TEAKR, B
fefaE, MJEIEHR; 732 BERFE G &
SR NERTE AL | kbR BN SR A ) o £F 4 4E)
EMEARMZ, EIReRA R,

3 iTie

T LG S B 5 Sk 30T A R TR — b st % Mg
e, FERR N S AR IR B IR, —
TCH R, Wk S eRe. —Jrm, TR
M RBER AR A B RS, AR RS T T
AR ZERINERE, RIEEDT T8 28 filis ke, R
= B AN K L B AS AE,  TT FL B A A Pl IS
S ) JEE TG S5 — b o RS AR i ik, Tz
A A ARG BT A A9 128 A X6 I 9 TR A 1T 5 U
25 7, WFMmRE SRR H KA
E, SESEMAGHAZY, AL S
k. BRI, BFFE TR B R I R 2 B . 3
TS, PR R U 5 9 N DR % o 3L A G ke
AT PR S R e W R, Wb IRE . R12
2

TBMN AJ A FARATAERE, e . 4k
A R LAIM R Sy EZE R IR R B, o K43 i
BRI NFFEMEEE TR, D5 B e L Eg
T e ol i 2032 B e a] B AR IR LR, 35
SrBEEMRFEINAEER . PEEAKR, N
I v BT () L B TR, A W /DR o R B
SPEEAK. AR SR TBMN BE 1T
12 a BIBEVI I & BLA 30% ~ 35% 1Y B & A w5 i
JE. AHGE 7% ~ 42%17) TBMN & A R & 1E,
R A BN, L A AR ot DR R 2 A
4 K 240 TBMN B KU s R 47, (HA %k
B (<10%) WHIEDIAS, 1 HARA B
AR JR R B Rl T BRI, AT 42
WEE T, 28 flhaittimir, & 66.67%; 10
BN E A RPEMIR, 5 23.81%; 4 BB RLS
TERZRB, & 2.26%. $&R"7E TBMN HLLEREES
TEARBEIFEADIL, N5 .

TBMN [ AR AR TBMN (1B 4 4UE 62
ISR T B W i EAA 2 W SRR RS A
ARG 42 BilAT 17 BRI B /NERER B R
A, 11 BENER SR kR RS A, 5 B FREN BN
BREANMAT NG, 8 Bl /NSO A, 1 iR

SEE /NERRE AL, Ho 2 B /N R Rk BRI A
BIFAMERE/INVEZESR . [T YEfL. SRR L,
AR P2y, 25 B /N R ) g A
BHAGERA AR, BRI AR WH A
BAPE, B0 IgM Al () C3 7 R R E /)N
PRBANMAS R L Bl oA, (Ham AR S0 R

gl 42 B E R 26 ] e A B B M, 14 B
IgM + ~ + 75 R SR kb DAL, 2 B IgM++ 76 R i

XU, 5CHIRE R, ATREIRh 1M A ERE
SRR A, HHMETIRRE L. HIVE
B o BERY R SR B SRS TIARXT TBMN B35 19 5/
BRI T S A gL 5, R SRS e
HAENBKE o3, ad, oSHESMHIER, S51F
WNBETC2ZE TN, T E TR B SR IR
REETTIL Rk et BB T ekdE: &
ZINER IR RS R T8 1 AR Y TBMIN i 5 222 119 o L
fiE. AR F9E S, TBMN &5 /NBR N JCHE F
HEP DR, AR 42 1] f 3 B /INER I A R
TEARARTE, P4/ NSRS B 35/N T 250 nm,
B /NERIE R B AR A 70 nm, Horp 6 1) WL Bz
B R I8 T B A B N b R A M A Y AR 1 2
[RERAN =& = R St ST B b N W S i o
Py (AT RR B 5 G AN R ) 3 2 5 A8 A B A AE R
% RKRRAAHEZWE 2R, A5
AR HLARE T B B /NI R U A R B RO 5E T
PR RS PR EE TC G

B ZINBR I 114 15 PR 28 B0 R B2 7Y 2 [a] A —
FEMERR, FFAEERE AR T DR B 2
PR AHSE 42 R, A 28 Bl s aifk
PR, A3 Ar e bR ) 53255 5 /N R RS G JEE PR 1)
KFR, RMWH A, BV /INERELR R,
LI PR ™ SARNS . R AR TC I B AH G
PE 5 TR ET A0 H AR T 2875 55 B /N BRI )= 2 T
AR, MRARREUIE L, B/NERER R IR
TJE JTCH AR SCE, B HESRSIFHERES
x

AR, MORER 2 445 UESE TBMN Al 330K
KEHEARSKEIRLEAAE, 67 LM RN, £
BOBF X RIS, AR A 4 BRI
MREIFEFEAIKR, 4 6FRI A ERLEAE,
B I E AT L TgM+ 76 R, SEEE AT UL /N
BB A s Yk R B R SRR, Hod 2 i
M EIGITICRL, | BliRIT AR, BE R,
HEE PR 5 B /NS REE E R C R KB,
THRBIOMEK, RIE/NERELCEEGE, HEAKR
L AR N BRI B Y SR TC B



513

JEIGERE , S5 T TR S 1 A1 R P AR SCPERITS 105

MPE. BFMERIT AT RES HRFEES 3 H
T INRAE T B O, T FFSTIESE.

TBMN T S5 AR R B UIAHE, R4 IR
PEIMIR BB, g BN 30 Ay Bl (1) B /N BRI D i
AT R TR B0, ERR R IRIATTY . HIE Ak,
H2EE W, 0 TBMN B & B K& A R A
M, AT e B SRR .

24 AS A WA R B e E A ('
INERILJEC I B0% 2 A BN T R iz #6345
TBMN SE5AKE,  AHEB 3 161 AT e = R R i FR 30
SRy PR PR, B /INBRIE RS AR AR S R ] SR M —
PSS, BRL, (ORI PR 2 B K M e K A 5 s
HHA AS %120 TBMN, IR}, s dd fhal oe ek
BHT HXRA, FRAP IV BRI o 6
NC1 X f) AT BRI 4 Sk R D) A e o AS B
FEBRIVERE a3, ad, o5 Bk, LAWK
A3, 1 TBMN 223 0 g R 20 A IE# 2o iy F
~EA NRER HETJGAMT EBM KB /NERELRE
JES TV BB o ARG, 43R0 13404 7 IR IS K
Wy IR, AR BEHERR A 51555 61 47 72 12 W e 22
frs = F gL g, BEUE AR, (H¥E
FRIRIAYT ik, I 0 B U W R - 4
g

(57 30 k]

(1] BACHE, A2, TRE, 58, TR 5 B 5 27 1) A 5
[J]. ey Rl 2R, 1997,36(11):736 - 739.

[2] SAVIGE J,RANA K, TONNA S,et al. Thin basement ne—
phropathy[J]. Kidney Int,2003,64:1 167 — 1 178.

[3] TIEBOSCH ATMG,FREDERIK P M, VAN BREDA VRI-

[10]

[11]

[12]

ESMANPJC, et al. Thin basement—-membrane nephropa—
thy. In adults with persistent hematurial J]. N Engl J] Med,
1989,320:14 - 18.

MCCONVILLE ] M, WEST C D,MCADAMS A J,etal. F-
amilial and nonfamilial benign hematuria [J]. ] Pediatr,
1966,69:207 — 242.

ROGER M AJ P W,KURTZMAN LTC NA,BUNN S M, et
al. Familial benign essrntial hematuria [J]. Arch Intern
Med, 1973,131:247 - 262.

TEE AR R, . RN B RLEA RS K &
FEARWEEIRBE R [J]. JEtBERRA 24,
1998,30(2):104 - 106.

COSIO F G,FALKENHAIN M E,SEDMAK D D. Associ—
ation of thin glomerular basement membrane with other
glomerulopathies [J1. J Kidey Int,1994,46 (2):471 -
474.

AARON I,SMITH P S,DACIES R A. Thin membrane n—
ephropathy:a clinical-pathological study [J].Clin Nephrol,
1989,32:151 - 154.

KINCAID-SMITH P. Thin basement membrane disease
[M]//MASSRY S G. Texthook of Nephrology. VOL 1. 3rd
ed. Philadephia:Williams & Wilkins, 1995:760 — 764.
RANA K,WANG YY,BUZZA M,et al. The genetic of
thin  basement
Nephrol,2005,25:163 - 170.
SRR, At IR, BEACRR, A, TEERI R IV B e
o FEATESEAALOITEL) ). AR ARERER 1999, 8
(6):402 - 403.

GANDHI S,KALANTAR Z K,DON B R. Thin glomerular

basement membrane nephropathy: is it a benign cause of

South Med J,2002,95(7):768 -

Semin

membrane  nephropathy [J].

isolated hematuria[J .
771.
(2012 - 10 - 13 Yek)



