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Research progress in role of composition and structure of
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Abstract The basement membrane is a specialized extracellular matrix between the epithelium and the
mesenchyme. In stratified epithelium, only the basal cells in contact with the basement membrane exhibit
the apical-basal polarity, whereas the epithelial cells do being not in contact with the basement membrane do
not exhibit the apical-basal polarity. The basement membrane plays an important role in epithelial
cell polarization. It is an important extracellular matrix (ECM) structure in the multicellular organisms, is
situated between the epithelium and the mesenchyme, and is produced jointly by the epithelial cells and
mesenchymal cells. Its components mainly include Laminin, type IV collagen (Col-IV), nidogen(NDG),
and heparan sulfate proteoglycans (HSPG), and each component plays the different role in influencing
the epithelial cell polarity. The network scaffold formed by Col-IV and Laminin is the main structure

of the basement membrane, and the integrity of the structure affects the epithelial cell polarization. This
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review summarizes the composition and structure of the basement membrane, focuses on its role in

epithelial cell polarization and its mechanism, and compiles the current status of biomimetic basement

membrane materials that promotes the epithelial cell polarization, and provides the theoretical foundation

for further exploration of the establishment and maintenance of epithelial cell polarity.
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(DS & o i o S R D UK S ol w1
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1 BEEBEHARTNES

RV I 22 A0 B A A PN S Y A0 i A R T
(extracellular matrix, ECM) 25, i F F J FlE]
FEJT 2 A, F R 4 AR ] TS 5T A0 A 3R] e A
FLR MR ) 4G EF A (Laminin) (5
b SR EF S WAEREE A, 445 30%).
IV A JE (collage type-1V, Col-IV) (£ 4 50%) .
HEH (nidogen, NDG) () FFEEHEEBEHM
2%~3%) F iR & Wt R & A3 R (heparin

sulfate proteoglycan, HSPG) [ & ¥ &FH H
(perlecan, Pcan). REHEHM X MBI ], ©5F
A XV AR R AR 4 g R K2
(fibroblast growth factor-2, FGF2), HibAKHF Bl
(transforming growth factor-g1, TGF-g1) . ML A
B A K B (vascular endothelial growth factor,
VEGF) 120 413 5 4 J 45 11 40 i 570 3 (tissue
inhibitors of metalloproteinase 3, TIMP3) % %
TR B o AR A, AN RIA L i AR R A
AR o T2, SO MR () A W) 2 g .
JRE S 1) A2 ) 2 D B T AT (2 IR A0 A A b R L 41 )
A S 200 O 1 3 B RN R RS L 35 S A Y 43 Ak AN 4 LA E
TG AIREE ., AL, B/NBR B R R L
HA S R ER .

A TR) A 0 [ BRSO ) 8 HC ok o3 N 485 F L A7
220 o BEE I RIS, BRI R 19 Laminin 1
REHEARBKFEM, Col-IV&E I FEKT-1
. KEELEY 4 il i SE ¥ FH R & B i fi
IR JE# R RSy, 7E Col-IV Al Laminin IR 3 42
ZIE, AFZHa R A, S B 5 & B
BNASHY, TS e % PR O DL SRR U5

2 ERPE& B3 b B4R B iR AL B9 1E A A AL &)

2.1 Laminin

Laminin A4 RO 7, Moo, BA
YREH S = RAK . WiFLSh WA 5 Bl o fiE . 3FD
BEEA 3By 85, = FHMARA G4 16 F A [E 1Y
Laminin, I Laminin 111 («lply1) FlLaminin 211
(a2Blyl) &, JCTEZH 21454 Fa 2 4l e 47 ok v A
AARE MR . 19884, KLEIN % &8 . 4T
Laminin 47044 7] BELT 5 /NS 1 Bz 200 7t 1) 43 f Fn i Ak
i Laminin 75 b J2 48 J b Ak % 4% 8 2 /R 4R 4 T
EEWARTI/ N

Laminin 5§ MM RmMMWESRZEGRE, 7
2 2 BB 524K 1 (protease activated receptor-1,
PAR-1) 5EFAREHEM (dystroglycan, Dg)
M ANLE FEAH SR H (utrophin) W #0745 5, BR
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W EAEHSIN, PAR-1 A8 o @ B b w8 45
GRS E S 15, ERUE S 1RO R R
SO HEST T 5 A 2 A A T g - RS Bl A
< 71 N YN T 7 S - | 5 =RV AR & S
RASMUSSEN 4 " BF5¢ & 8 . W b B¢ 4 Mo 75 6
Laminin /£ 75 915 &0 T 0 m] #6457 5040 ik, H L
FLRBLE ¥ A B, R T AR A b A A A Ak
W ARG EA Laminin 25 .
2.1.1 Laminin 332 Laminin 332 7£ |- & 40 Jifg #% ¥
R R R AEN . b K- A
(epithelial-mesenchymal transition, EMT) J& I &
20 60 1] 8] 57 40 L B AR O A W e B . 7E EMT i 72
e, BRI E TR, RS R R %
e, MM ER, HAEBAREEZESR
J3 Mo Laminin 332 7 A JiUHE IR IR 7 B 1 56 82 W45
[l it 2 EMT i 45 29

WF 5T " B 78 . Laminin 332 7€ il 4 40 M 4
EMT k¥ 8 Z/EH . Laminin W% y2 (Laminin
subunit gamma-2, LAMC2) 1] {2 i i B % 40 f
EMT, {Hizidfei BEHGHIES 2 B1 M EMT # 5C 5 5%
7848 E &4 5 H A 1 (zine finger E-box binding
homeobox 1, ZEB1) £ 5, HHL & #l fig 2
Laminin 332 ¥ 1% & B 5 8 B%  (focal adhesion
kinase, FAK) /# M % i B (protein kinase B,
PKB) /H A i W 33 (glycogen synthase kinase
38, GSK3pB) i, il Snailyz LR, HEim
e g A MO AR PRt O, SR BEEMT B9 & 4

DRAKE % " %8 . ZEBLiliad B 5 LAMC2
F#k & %F B4 (integrin 4, ITGB4) 454, 06l B
By A0 M R LAMC2 A ITGR4A Y ik, i 42 ik fip
H IR 40 ML B EMT, 278 LAMC2 Al g 2 5 i 41
U958 20 B R ) Ay, (FLR B HIL R AN B A

whox M o . 7R 2 MR8 (pancreatic
ductal adenocarcinoma, PDAC) ', #iffk Laminin ¥
# 3 (Laminin subunit alpha-3, LAMA3) 1] A%
B br B L A (Vimentin) B9 ik 5 @ik
Laminin .4 83 (Laminin subunit beta-3, LLAMB3)
AT B AR 98 PANC 40 Jfg 18] 3% #2405 59 E- 85 %
# M (E-cadherin) ik /KB F+ &, Vimentin
TR BT AR LAMC2, W {f E-cadherin %
ik K SF BE AR, Vimentin % 35 K P FF &, 420K
Laminin 332 Y 3 4% 55 F PANC 40 i 9 1 74 2 45
KAEARFAER, LAMA3H LAMB3 Al B2X%f PANC1

20 6 P R T O R R AR, T LAMC2 U AT X
PANCIL 41 i iy #% ¥ W & 7 M & /F H .
WANG %5 " . LAMC2 K H: 32 7 78 i i o 21
VRN M b B Rk, LAMC2/Mi A S E M1
(Na"/H" exchanger 1, NHE1) {55 7= 4= 40 il 4} iR
b, 35 L3 8 OB PE B R JE LR EMT, fig ik
i 96 44t B A R A e rh AR 2%, $R 8 LAMC2 1 It i
T e St 9 A B AR P 1 9 R R AR R

WF5% "7 8 . Laminin 332 Xf 45 % % RKO .
HT-29 F1 HCT-116 4 it 53 51 7 A= AN [6] (4 52 0 < A
T RKO 4 jg i, EMT A 5% %% 5% A F Snaill I
ZEB1 kKT, (8] 545 K W %k KR4 T
Wy MER T HT-29 g1 rt, EMT M &5 % N1 3%
RACFBEAR, bR 40 bR iR W Rk KT s EH
F HCT-116 4 f i, [] 5 b 2 ) 26 36 K SF- B AIC .
$&78 Laminin 332 A {2 i RKO 40 b P38 2, E%F
AkF HT-29 40 il F1 HCT-116 40 M bz 1 A — & B 15
M, HEARBLHE A R — B0 5%
2.1.2 Laminin 411 #5% ™" B 7% . Laminin 411
X6 45 B 9 19 RKO . HT-29 FHCT-116 41 Jifd 7= 4
ARG . VEH T RKO 40 Lt , EMT Al G #: 5%
¥ Snaill #1 ZEB1 £ ik KT, [ - Ar
W RB KRS YEHFHT-29 400t , b2 As
B RBAKE T m o FEH T HCT-116 44 il B,
EMT #5655 5 1 7 K kK K, Fitr&E
KK TEH A8k . #7R Laminin 411 AT #f RKO
AR T O, (R 4ERE HT-29 46 Mg fi HCT-116
Y AR PE A — R AR T, AR AL i 7 2D
W5 o

iff o2 R
subunit gamma-1, LAMCL) A] fi i JH 45 J5 44 f /Y
EMT if #, iFmife of ol . TR mRE,
LAMCL 1] i 7€ I045 98 40 M 0% i M 4 5 b ke 4 461
YEHT
2.2 Col-IV

Col-IVJ& —Fh AR £F e i R 11, 28 AR i &
ot B AT BT R, o RN i IS B B A 50 %6
PLE, 2R K20 400 nm 5 = 84K, 34
aBEM AL . 5 H AR A I R F], Col-IV 2 i 81
TEFEIR M, b A e A, b R R R
SRR o RS SR RRBRAE LR, AT 4k 40 i mT LA
P Col-IV g ol (IV) Fla2 (IV) #E. BHESIY
Fik64Col-Nakt [al (N) ~ab6 (V) ], HHIE

Laminin . % y1 (Laminin
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3 AR BAK . alala2 (V). «3adad (V)
M ababab (NV)o HAF, alala2 (V) JLFHEBH
FLR B S FAE, 1 e3adad (V) Flababab (V)
A TE T B B ', a3adad (V) FHET
WH L S BN ERCR S /N B R R IR B b, T
aSabab (V) FFAET R, &% . FRIL. X
IRV /0N 3 2 2 I o
ADELFIO % ™ % | Laminin-NDG % i 1t £
[ e 3% 3% HA Ve R B /NVE B AR, Hrh IR R
N Col-IV, Col-IV A BEFE b Bz 20 il i) 1 1 3 2

HARRERHEEM, B E &4l A 5 W
Col-IV ™, LA 431 Col- IV 275 43 5 M I Bz 41 i

A AR 1 I A B A

WgE Y WK . COLAALFE B Ji 41 41 R 40 i v
R BRI, SR COLAAT U AT 400 ] 5
A ML E . IR . REMEMT. COL4ALZ
55 9 % Hedgehog {5 5 8 I , Ui B COL4AL J5 ,
Hedgehog {5 il f # P WY, BIWAMENWTH | =
Z M EMT 8 &l , #2758 COL4AL Af il o ¥ I
Hedgehog {5 *5- 1 4% {12 15 9 200 Ji 1) B8 A 9 2k
2.3 Pcan

Pcan & — MK % 29 24 200 nm 1 HSPG, H: 4%
BEM T —HRB K, *ﬁﬁ%&%féﬁmﬂ’ﬂLéﬁ%, 1
2FPLH A AR o BT, JF 3l R R R £ THE T 3R B
Z 5K N F . Pean 7R UL A B . M % 4
FCE R AR AT, O AT BEAE M4 BRI IR
I B R PR OCBEAE T o DR I O I A0 i b R
(follicular cell epithelial, FCE) b £t I R % ,
SCHNEIDER % ' & 8 : Pcan & 4E+F T 5 40 a1
P 6 T5 B, B Pean 1Y B i 41 i 0] 4 B OE IR
AN R BB 5 A AR AL A B P, ROBRE |
Fem PR 2R, EREES IR
2.4 TGF-B

TGF-BfENEMT B EZF S 7, ol LI
Smad 5 5 A T EMT, 2801 52 408 0% H v
Ko TGF-B 50T I B 40 M 2 11 1) 52 1R 45 5 )5
1% Smad2 il Smad3, JIf 5 Smad4 ¥ i = R &K,
1Z = AR E AL B A LA S 5 e S LT Snail . ZEB
B PE IR OBE - 3 - B2 € (basic helix-loop-helix,
bHLH) ZZJi% P[] V8 45 B8 %% % H 45 11 v 0 K ) 2
(Claudins) . E-cadherin #1 4] 8 /N 7% 25 1 (zonula
occluden, ZO) SFMALAH G KA F ik, il 40 H 55
BEPEREAR, SRR S, R b R A0 A A

ER .
2.5 NDG

NDG £ FZ W ECM 3 5r 1, TERE I
Wi AEAE, AN EE A1 (nidogen-1, NID1) Fl
HEH 2 (nidogen-2, NID2) 2fpiy A, 0] L% 52
Laminin, A NID1if 7] PLiE 4 Col-IV #l Pcan, fiff
Laminin P F1 Col- IV ¥ 3% $ 76 — &, JB i 38 IS 5 10
ﬁﬁ‘ﬂ’ﬁi 451 . NDG JL-F A7 76 T e A3 5L
FgE 0 on s BMEAER A NDGAAE RS T, 3
JiE 1 A &‘Lﬂ}?iﬁxﬁﬁ‘”ﬁ T 2 78 HE I iR i e
MR E Mt RS EAEH .

HAN % % 3. NID1 93 15 K F T i 45 i
B B BE 2% M98 (salivary adenoid cystic carcinoma,
SACC) Wyfiti 56 ¥ A Lk, I H NID1 iy it Rk &
PR SACC 4l f i 5 R Ffe 28 s ik — D WFoE R L .
NID1 i i # i PISK/PKB il # , ffi EMT bri& 9
N-#5%E & 1 (N-cadherin) Hl Vimentin it %, 32
/8 NID1 A f J2 i i # 1% PISK / PKB i@ j# {2 ot
SACC 4l il % 4= EMT. # 5% ™ ®o%: NID1 nfié
i B PISK/PKB i #% 4 i JE /I 40 i 98 20 i % 2F
EMT. ALY 1% 00 38 5 BL T &5 1 e 40 i v
ROKAVEC 4 ™ & B . 45 1 i 40 J 38 3 4y i
NID1, 7S AH4R A0 i EMT o 1 75 S M g 20 i
L R/ NID 1 A] 5 2P M g 40 A i) B Pk AR G 2 A
Mt/ 8 1 1 (zonula occluden-1, ZO-1) JH %,
fEFEEMT 2

IEHAHRE T, NDG 78 3 i 85 5 F8 e %
REETEAEN, IS5 49 5K A B ) e .
MR AR, NIDLW MBS RERE, TifS
BBy b BRI B AN M AR METE 2R, KA EMT, M
I A 2 R 1 3 A% AR 28 . (R FLAR S, NID1
XHE A A EMT AFZEM ST . AT 0L, NDG Xf A
[] = Bz >k 5t 9 40 A %)V AT REAA AR 25 57
2.6 TIMP3

TIMP3 n] G X | B 40 Mg 09 B 1 6 B 3% %2
B3 x4 )8 A 3 (matrix
metalloproteinase-3, MMP-3) 7£iF £ I 7 ok I 40
fi ) EMT o & 4% & B /E . BF 58 % BoR -
MMP-3 il 7E il £F 44k . 5 IR . FAR R e A
Ak /0N 2 Jii 98 h AR A S il b B B — Aoy AR
EMT, $&/8 MMP-3 76 b ik b B2 40l B A% P 3 2k v
AR HEME L i TIMP-3 & 75 2 4+ b Rz 40 i A9 A
PE, AR — L5
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2.7 HSPG

HSPG /2 5 i I o 19 8 224 Wik 4 o Syndecan
K& HSPG M 0 22—, & — B B Y 40 Jif 3%
i HSPG. H  Syndecan-1 (SDC1) FEHJFR T
R, SRR R, RS KEZK
MEAER, PIEEA M 5 . R FRE RS h R
fEH -

WF 78 P WoR . SDC1 # % /N RNA-494
(microRNA-494, miR-494) 1% 5, AT LL4 il i
i 96 40 M & A EMUT, DA BH 1k i Jgg % 8% iR 28
FEARBE SR A0 M b, @K SDCL )5, 38 i I# % ERK/
Snail # 155 EMT &£, A2 i il Je 20 M i 5% 4% A
278 . TE MM, SDCL i % ik v] ¥ IS
ERK {5 538 i, 400 i A 0l YRR AR AR 28 PR ACC2
%A EMT, $#E7% SDC1 78 B iR 8 40 g . fIH 4
I 0 B A ACC2 20 M i B e e R vh R EAEH
A3 o 300 7 & EMIT SR 48 55 1 & 40 g i 4 1k
WOE ERK AR 538 % ] fig S H & # VR HT Y 81 283075

FUJIT %5 ¥ 858 % 8. SDC1 af L 38 A1y 51 it 9
0 1 B /N RNA-331-3p  (microRNA-331-3p,
miR-331-3p) ik, 1M miR-331-3p o] il &8 ¥ 7
TGF-B/Smad4 38 #% , £ #F 57 21 M % 4 i & &
EMT, $&/R SDC1 n] {i& i §i 51 Bt Jis 4 A% P 3 2%
A 1] 75 J5 240 A e

3 EREZEHX ERAMBLNERRENS

Laminin 25 % it 00 AR 5 44 J2& b B 40 Al Ak 19 5C
o TG EAE S E R AE, Laminin 2
00 22 B IIR S5 AE) 2 O PR 5 R S g ol O B 1Y
HARGER . ¥, Laminini@ i 454 SRR MG, 1E
MR TR EIF IR R L T RIS R
(integrin, ITG) F1 Dg % &5 Laminin A1 5. 4/E ],
I3 2ok R 2R R O R R 5 5 . Laminin 5 [ {7
53 Y — A OB Y N R A O 2R 1
(protease activated receptor-1, PAR-1) , H 7&
Laminin H 413 35 F R R iy i A5 5 e s & b
F 0 M o AR R R AR T AR T, O e G R LBl
AW, JEmES L A i . 1
it fd, FSEAREEGREERME (integrin-
linked kinase, ILK) & WrFEAEH . PAR-1#]
P WLEh E FE AL, M LSl A RS e LB 20
WA ok B2 AR B o 45 A e L3 & IR EE i |
) CAMSAP3-ACF7 5 & M RE G5 4 31 i i 2 11 /9 1
UM o s N [ S | 7 | ) B e S R =

HHBmETITS S MATHAE, Midsr b
AN e Y eAh, LIAE T ROE R AR
Laminin 893 F 02544 T i Sz 20 3 A9 T - 3% e il 421
B WRRY R XYY ROk T IR ik 4 A
b BRI M B S5 R e R, TP LA AR TR B
Jr5, SR TR AR A TE R 1

T T B8 A kP B 8 A 52 i) S 4 i A P 14 o
PR SR o O VR T A0 AR Y L ) e RE
e BTN T, AR A AR R I A, R
200 i s W AR AT R 1) ) T A
4 FEREMHAXNYEEZARREHERAREN
il

B T 2 — i DA /N RN 23 b 20 B TR IR b B LAY
LML, 2 AR 4 b 32 A R B A i
ANFE R M . Laminin (60%) . Col-IV (30%) .
NDG (8%) FMIHSPG (2% ~3%)"" . MORKINZ*
FEAO ZARTT R AL I 24, T 5 5K
AR ELAR BE R 2 T4, BLE T 1z 0 T 40
gt o L A iR T 10090 MR AR K R B9 26 R
W2 b, IR SRS 220 SRR, S b
I B A R R A

TE A 5 3 RIS 1 4 X b Bz 4 i AR 2k 52 g )
e T R e P A A G 1 B e X
{EL 3 I e A Ry — Ff/ N BRI 4L LR B B0, R Tl E
WA Y 25 SRR R, 4 5 B30 Mt 5% % 5 60 1) A
SE PR Z A A R P i, H AT AT
2Bl N TG BT, A g A A S R k43 R
PR 75 A A 1 1 R A . N T A B R ST L
gy R 228, — 25 R al BE L JE IR B O 4
ADELFIO % " 58 33 52 400 ' /N 45 38 i B5E 1) i 4
A M Laminin-NDG it (i DL HSPG Fl i £F 4 48
MK P 5 ), RE IR T A b N
Y5 T — 2R R AR B IS 11 L B 25 4 S ARE 40
B Ay, — B A B o4l %K
peptides, SAP) . R —[E (polyethylene glycol,
PEG) HE W F1 U I L 95 22 R B4 SR B 254, 7
HA A Laminin, Col-1V . 3 i i fl RGD 45 5 5
P B4, AT 5 5t B AT TR A Pk 7 1 2
i e

5 REMRE

R PR A L Rz 20 M A A i R v R R B AR T
22 ol B U IS ol 73 IR JYG 45 A T B 200 B A A o e

(self-assembling
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oA PR T B AL 8 i Wy o ELATS A7 AE 3 2 )
O[] — o £ 1 A A BROR ST AR % AR K e ad i
SR bR A AR A AR R AT . © b B n i
WML ST | AERFAITH R, J2 10 2 0F R i B 14 1
KBRS, A A AR AR
(D) U] DA AU JE I 1) B 2 A A AT, S ST R 4
Fr b B A R B, AT S 26 7 w2 U 45 i b
B A A VR R S BRI o TR AR LI TR A
REAE iR YT b K 200 A A S 5 00 1 42 116 2
W . BR LR AREA, B A BTN . N B AR
IR 228 020 i A5 o AT B o A AR JB 40 R I B
240 i 5 JF At 40 4 A P B G R BIL AR AT A ARk — 28
TR

ey

AT A A WA TE R 2 o 5

EE TR

HE B2 5 U B 38 SRS e OB o, £ ¥ 5
ERAE LGS 5 BT AN S, S S
T B SCH B e S

(&% 30k ]
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