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PDVI B35 Hak Kk BaaRIk e 4 DMN ACERY %

BIEW !, EWREY, kK FE2 B #2 I
(PliK%¥ 1. MRE—ERDEHE, 2. S FESHRLETRE, K M 510080)

# E:(H®] Hit Desmuslin (DMN) BRHAERRBAKPERZET BE S KEED R 2 (primary deep
vein valve insufficiency, PDVI) Bl#2# K RgsbkaiskA Ay, [Fi:) SRR R -RAMBRARN
(reverse transcription-polymerase chain reaction, RT-PCR) ] Western blotting #; #ll PDVI 5 A i 7k K B Bk A B IE %
AKXB#BKE LA S DMN HEHF DMN BB B ESKT, ARG Rk RS, KRR AR AR R
SeEEM S, (4R ] RT-PCR o, 0141 B KA BTN 20 225.3£1 573, 6, W AN 117 327.9 =
9 183.5(P< 0.01); Western blotting #', R A B KW HTEE X 16 786.9 £3 169.3, X HLH K 93 739.3 +
8 614.8(P <0.01), [458] DMN E A desmuslin 2 E & k8 T I ik 55 PDVI 5|2 i K Fush B gl 38 3

KRR MRk BHFR,; REESRARN; desmustin
FESHESR HkERIRED: A XEHRE:1672-3554(2003)03-217-04

DMN Expressing Level in the Varicose Great Saphenous Veins of
Patients with Primary Deep Vein Valve Insufficiency

YIN Heng-hui', WANG Shen-ming', ZHANG Ge?, YIN Wei’, WANG Jin-song'
(1. Department of Vascular Surgery, The First Affiliated Hospital, 2. Laboratory of Molecular Medicine,
SUN Yat-sen University, Guangzhou 510080, China)

Abstract: {Objective] To study the alteration of desmuslin (DMN) and the expressing level of
its encoding gene in the tissues of varicose great saphenous vein of patients with primary deep vein
valve insufficiency (PDVI). [Methods] The desmuslin mRNA level was detected by the method of re-
verse transcriptase polymerase chain reaction (RT-PCR). The DMN protein was detected by Western
blotting. [Results] In RT-PCR, the average integrating optimal density of PCR products in patient
group was 20 225. 3 = 1 573. 6, comparing with 117 327. 9 + 9 183. 5 of the control group. Statistical
analysis by t examination indicated significant difference( P <0.01). In Western blotting, the aver-
age integrating optimal density of the protein bgands in the patient group was 16 786.9 +3 169. 3,
while that of the control group was 93 739. 3 + 8 614. 8 Statistical analysis by ¢ test examination indicat-
ed significant difference( P < 0. 01). [ Conclusion] Down - regulation of the expressing level of DMN
protein and its encoding gene may be a necessary role in the occurrence and development of great saphe-
nous vein varicosis of patients with PDVI.
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Desmuslin(DMN) —FMEFHEMELR, BT %6 KA F#£EDS (intermediate filament protein,
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IF) R, T Z40H T &MULAN, X T 4045
MEBEMPRAANKIEEEEER BRE
FTREE B KBTI 8E R4 (primary deep vein valve
insufficiency, PDVI) R BB E NER, TE
RRZ—RRBARE Aok ), hok a9 KB #p bk A
MEEAR SRR KPR E R IR ARESS .
KAWAR, BEEY KA AT PDVI A 5K
KEE KB REA S Y DMN REBRREKF#HT
K, &3 DMN 7Efisk KEa Bk EREA AP RIE
BREMRE,AREMT,

1 M#FeFzix
1.1 # #
1.1.1 4 A 1REKROIBAREREEEKRE

#Hi ke PDVI R A F AR BRI K R# AR,
12 B3 FRAAARA R B I M B RBESETHEHR
AKRBHRAR . IAEREYERRMD 20 min A
BYER B - U IR X A 4R, A Eh K Ut A o BVAR
TFHEH,
1.1.2 % # TRIzol Reagent f SUPERSCRIP
T™ One - Step RT - PCR kit 4 g GIBCO BRL A 7],
PCR 5| ¥ L H K AR A5 M, Western Blotting
Chemiluminescence Luminol Reagent i H Santa Cruz
AF L, RITNB TR 1gG M Yuji Mizuno ¥ 52 B I,
HARARNFE®E LAY TRAF M A
TR AR,
1.2 PCR EHEMSIM

R #% GenBank I 3% # desmuslin cDNA #I
B-actin BEEF5, B primer premier 5. 0 BT
desmustin } B-actin 51 ¥ & —%t, S H AT 1
desmuslin & B-actin, B-actin iF [7] 5|4 (forword) ; 5’
-CATCTCTTGCTCGAAGTCCA-3', R 5[4 (reve
rse): 5'-ATCATGTT TGAGACCTTCAACA-3'; desm
uslin 1F [@ 3| ¥ (forword): 5'-CTTGGCAGG AT-
GAAATAG-3', R[E51%) (reverse): 5'-AACCAGG
GTCAACGGAACT-3', & BE K BE 4 524 300
bp 1 410 bp,
1.3 ZA#rh desmuslin EEH FiX 4

Fi TRIzol Reagent &) Z 2 HL A H LA R
B RNA, B0 EERE R, BEBIRR
MW ERY — 3. KRJ5 6 M SUPERSCRIPT™
One-Step RT-PCR kit i# 17 — # ¥ RT-PCR #& i
desmuslin mRNA B & , [F] B 4 W &% ) B¢ &

B-actin FRBBEN NS, PCR RNKMH N
BFE42C 1h; MM CT45s, BK54C 455,
B 72°C 1 min, 335 MEF; BJS 72 CREMH 10
min, R YITE SR ZEER 10 g/L IRASHHBERL
e vk, A3 uvp-GDS 8000 %8 MR M B 4 R I
i,
1.4 #HLATh DMN ZERASEMNRT

BRI ALRRSE, FEKRHE 1 mg/L RE
F B Bk (aprotinin) 1 100 mg/L # F 5% Bt #
(PMSF) WEAMRBEWBEFIKERESEK, 4 C
10 000 r/min(CS-15R & XK BHE L, r=7.3
em) B 10 ming, L EFREFRET -70 CTH
o B30g/LEMBEREARRIENREES R
B, HBARLARBRENE Ass H, UAFRH
R EREERT Ass (EAEE, 2% B RIR EARE
ek, WEESEMNSL BB Ass {E, ML b2
MEAKE KEEEORERE -3, MA® 40
g/L T T He E BB (SDS)F 0.2 mol /L —Hi7hbl
BE (DTT) MEAR EAZ WK, vk LIBSE T 100
CHHFE 10 min, BEFRBE 20 pL7E 80 g/ LR
BB B L 120 V B2 R H 3K 45 min, 6 B X
ERTOmA3h B EOERBIRR_-AZIH
(PVDF) i b, 30 g/L 4 MEBEES (BSA) #HHA 1
h, FHGRIT A BIBETERE 1gG #% 1: 2 000 BB FF 5 K
—B4 CREBEIR KB HLERRHILEEH
RS EHYBER IgC 88 1: 5 000 IR E 5 H
B 1hUSESHEEN—3, RS A Western Blotting
Chemiluminescence Luminol Reagent & YR30 5 &
BE 1 min, TREZEHNBRLEE,
1.5 SitEaHw

BB RGP R, B SPSS 10. 0 344
X &N FW RS T EESITHSI RN ¢
K, KEKHE, a=0.05,

2 % X

2.1 Desmuslin EEERFAS T RADHPRIE
KE

RT-PCR R B/, METHE R BIHRA Y 1
HOAFRENHES T RBANT &Y &
(B 1A), BBRAOMABHSNRZFEHRY B
B, WBIAN20225.3+1573.6, MEAN
117 327.9+9 183.5(P < 0.01); ifi W 4 Z g
B-actin &7 2 F LG ¥ 8 X (R L% FEEH 3
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bp M 1 2 3 4 5 6

bp 1 2 3 4 b} 6

1 PCR ¥ #m AT BAF desmuslin F % FF 5l
10 g/ L I8 #E 5 AL B K

Fig.1 PCR amplification of desmuslin in the study and the
control groups in 10 g/L agaroese gel electrophoresis

A. PCR Ql]l[)liﬁ(’&linn of desmuslin M: DNA molecular size stan-

dards with unit of base pair(bp); Lane I ~3: PCR products of patient

group; Lane 4 ~6: PCR products of control group. B. PCR amplificalio

of B~actin M: DNA molecular size standards with unit of base pair (bp):
Lane 1 ~3: PCR products of patiert group. Lane 4 ~6: PCR products of
control group. The result indicates that the expression of desmiuslin gene

in patients group are obviously down-regulated, while expression levels of

the B-actin in the two groups are equal

1 2 3 1 5 6

o . W o
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B2 Western blotting &l DMN & H M1 &K%
Fig.2  Expression of DMN protein in the patient
and control groups evaluated by Western blotting
Lane 1 ~3: patient group; Lane 4 ~6: control group. The result
indicates that DMN expression in the patient group is significantly lower

than in normal people

4 110975.8+5091.7 F1 111 055 +5 194.5, P >
0.05) (& 1B),

2.2  Western blotting #&{ll DMN & BRI
Western blotting %5 & %7~ , *f #RZH & DMN 1
REEBHERTHALE2), BRSNEHHR
SCEEME, WBIEN 9 3739.3 £8 614.8, MR
H16786.9+£3169.3, MAEZRARITEEX (P
<0.01),

3 #

PDVI 2 i B 4K % IL B , B PDVI 51E /)
R B ok ity 3K 29 o B AR K Ra e Ik dlt KO8 1 0 70%
~75% s £ PDVI A 1, il 7 B K B i ik -5 R T
MR EIk— S EEERETBIES . k1w
B, B RERI G PR TE R M AL, T L
RS S RAAMH I — N RIAERI, 7H®
R Bl R TR BB E M FAEY ¥ E
2 B 5 PDVI 5142 R K B i Bk il 3K iy R LR
HRIERIBT AT,

DMN 2—F# 2K M. =160 x 10° K/MYE
HEGTF %, B ZiaTasil. oI RP
WA LR, S 9806 BANEE T W22 & TU7E UL 40 fa A
AIHE L, DMN B 4&80RHEF, MM m L&
Ui BB FE. BFEMEREZ LI DMN 5
FHEH (desmin) — AT BHIE Z RFHE, 0
DMN it T R A TR A E R EMELEH (inte-
rmediate protein, IF) {58 M, 5% 6 & IF ZiE+
#J synemin®’, paranemin'®’, tanabin'”’ P4 )2 nestin'*'7£
=G BB OHEML, BE — AW NI, — MR
TFHEREXAM—1KM Ci, Hik DMN 4R %S
AEIF RIEPH—R . IFEH (1% DMN x4
BE) ARSI E S RS T Z M8 E
HEOR T B A FR R W S22 RS L A B e 5
K& DMN BB ENEBEREHN S XREA U
X—FEEH o-dystrobrevin M E B A& ", T
a-dystrobrevin VLA IR BE O RELE &
(the dystrophin-associated protein complex ) ] 14+
—, XBREANE ZHNWARZ—, XREHINSE
WLEmar Z 34, FFEEMSH ZWZRIELLE
B, M DMN M3#id a-dystrobrevin 1 ¥ 22 E H
R THMIERMN ZW2ZEMERREE, X
CEAEEMIIANASNEWTBERTEXE
B, EAF T EREARETREE RN AAA 0T
Bt
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AR R PDVI 51 & 8l % K B bk,
DMN WS EHE L TEERKAL, FNEED
ERMFEXKTHBEETIE, B8 DMN MEED
BEMENFTENERARREE, BEX—-ERED
P8 DMN 5 ZERHWARELRIBE X, ¥T
PDVI KR K FRAL - BIR#R Bk th A E & 5 3k KR
KA U B 5% A, BTLL DMN A §E7E PDVI
WRERBRTHEE —-EHIER,

T DMN 5 KER# k5K T3 E PDVI & 51
BURR, RIS EHTHEARR,
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RO R R A 7= B L 0 B 88 ¥ R B 4R R T A
o
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HRABANIR,
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