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Distribution of Laminins and mRNA Expression in the_Pathologic Kidney

HUANG Song-Ming, CHEN Rong-Hua, FEI Li, et al.
Center of Pediatric Nephrology, Nanging Medical University, Nanjing 210029, China

Abstract: Objective To observe the qualitative and quantitative alterations of laminins in glomerular diseases, and.
to clarify their biological and pathological significance to evaluate the role in the pathotgensis. Methods Five laminin
chains (a;, o3, B1, B and ;) were studied by immunohisto — chemistry and in situ hybridization. The qualitative and
quantitative changes of distribution and mRNA expression were observed in 48 renal biopsy specimens from patients with
glomerular diseases. Results The mRNA expressions of a;, o, B and ¥ increased with different degrees in glomeruli
associated with mesangial proliferation. These increases originated from proliferative mesangial cells. Increased expressions
of ¢ and 7, proteins and abnormal expressions of o and B; proteins were found in the segments with mesangial
proliferation and glomerulosclerosis, whereas the expression of B, decreased in the mesangium and GBM of the same
lesions in various degrees. Conclusions Proliferative mesangial cells are the origins of abnormal accumulation and
expression of laminins in the measngial proliferative glomeruli. The quantitative and qualitative alterations of laminin
chains distribution were found in glomerular diseases. It may be the basis of the progression and deterioration of
glomerular diseases. o
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{L(FSGS)6 #i, 1A B 5 S B, IeM 'F ¥ 2 #l, B
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1.2 ¥EEN
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(2E) MBI A B H ¥ B 2 H The Developmental
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MG ER.
1.4 Rz |

FGEN R SR KGR S rhRirh i
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Figure 1 The distmbution of LNes in the
mesangium and TBM of IgA nephropathy
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X1 LNe 1 LNey PES5E F/NBR 4 i Fe kB 3R
Table 1 The expression of LNey and LNe; in pathologic glomerums

LNoy 7 '8/ 8 CBM(RME ) REFE LNe, FEH R CBM(R X ) 3530
hmas 18 =
BigE P40 mE - 30ik e BH i | e

ERMR 3 3 (3) a(3)

MCNS 4 4(1) (3) 4(4)

MsPGN 18 15(2) 2(11) 1(5) 16(13) 2(2) (2) (1)

RS 6 4 1(4) 1(2) 6(3) (1) (1)
IgA B8 S 4 1(3) (2) 5(2) (2) (n
&M 5 2 2 (2) 2(1) (1)

EnPGN 4 4 (3) () 4(3) ()

Rt H %k 9 6 3(5)

(4) 9(6) (2) (1)

8. #PESNBT SRR RBAK A GBM 5745 8 A%

2.1.3 LNp # X 1Ne Y, 0] £ HAES
BAHEMRNABEE GBM AP EHRE XX
(£2), MIGABROABEE, REEAEE R
BFRORB XA GBM %, 1 #5400 ¥ A4 i
B R/AERPA B RE R RIMESD 1 fIE
B2 RO A RV 0 PR R R0 B R AR, R
MARERBEK GBM AR #E5, H¥F A KR
0 LNB MR ERESHAMMEERMN(E 2).
i /A B ANER PR R By A4 o

2.1.4 LN 4 5LNg OHiER, KK

WEANROFEBEMN GBM #iEHAFRRBEMNT
BE(R2). NE A RO ERE;FIREFRR
BEHFREFAEROBEER DR, B KRS
5 LNg 8RNEH, TH RO —PNR, FRK
RAZBAE(E3), MAREREFNERNM A
H5ERLTH.

2.1.5 LNy # EABSIRBERYNEDIRGE
EEAMOGEER T HEM L TH B8, NAR
4 MO WA B /I ER 3R IR (X BEF 3T 0 B A A 4B B A R
X GBM ik (% 2).

F2 LNB,LNp, f LNy, EEKENRPHTLBFLUADE
Table 2 The expression of LNB;, LNB; and LNy, in pathalogic glomerums

R - TN, FEf /R CBMI R BB Mg LNg; JER/1BR GBM( E R ) &k W LNy, &%/ Bk GEM(REER ) k@B
5 Befe SRt RIE ERE B @mEE R EREA B BRH R EEN
PR 200 3 3(2) 3 (3) 3(3) -
MCNS 4 4(4) 4 (4) 4(d)
MsPGN I8 15(12)  2(2)  13) (D) 41 136 1oy (D 201)  130112)  XK(S)
FSGS 6 S(3)  1(3) 1 42) UL 43 23)
IgA W8 5 5(2)  (3) 42y (3) 1 3(3) 12
gM T 2 2(2) 21 (1) 21y
EnPGN 4 33 11 1(1) 3 (3) - 44y
EMEEE o 25)  12) (D) 3 6(1) () (1) OB 1)

F BFIR S A RO AP R TR GBM 434 ) 813

2 LNp E# A R /EREY B AL GBM( ~ 400)
Figure 2 The distribution of LNB; in the
crescent, mesangium and GBM

Figure 3 Weak distribution of LNB, in 1he
crescent and positive in the mesangium
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B9 B /NER Y LNw B9 mRNA 335 8 3838 | INg, &
mRNAZE K BB T LNey , LNy, # mRNA %X
HATEREYE(R3). RN T RE R
FAANS HEE I RAREES S TRE £,
RBRAMRE LNg 7l LNe; 8 3% 35, LN, #ERK
HFRBARSS, d4 G/ERA 4108, 3 B4 P
Z5T LNy WFk. BE PERNEFRBRSEN
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3 LN mRNA 77 b 5538 5 11 915 3 5 4 0 K F

Table 3 The expression of LN mRNA in dillerent pathologic kidneys (%5}

) AEESHELERS
45 ok n ——
LNgy LNea NG LNB;
i o e 3 15 2.82+0.11 4.43£0. 28 200t0. 11 2.87+0.27
MCNE 4 15 3.02%£0.2)¢ 4.20=0.77° 3.19%0.17° 30013
EnPGN 4 15 5.5 £0.21* 1254220 19.0+1.60° 4.54=0.22%
FSGS 6 15 2.71 £0.18° 10.69£0.78 5.41 L0350 2480 10¢
RERBEE 12 15 9,820 15° 10. 541 02" 9.22+2 09° 5610200
PR B i 15 1.39+0.10 11.47 £2.26 133120100 4.89: 0,18
LRl 8 5 15 64010 10.27+£0.49" 12.3722.14° 6.33:0.81"
PS5 EAAME £ 4.0 P <0.01; hP<0.05; cP<0.05

B4 LN EERWHAKAEFEE(x400)
Figure 4 The expression of LMNm mRNA in normal glomerums

B S LN f 3360 Iy rny & Rl i 0 B A C - 400
Figure 5 The expression of LNaz mRNA

in mesangizl proliferative segments

He FAORBAMEYES LN mRNA FEik{ <400)
Figure 6 A complete express of LN, mRMNAs in
all the inner glomerular cells
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