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Abstract

AIM: Toinvestigate the expression of the genes for HMGCcoA
reductase (HMGCR) and sterol carrier protein-2 (SCP,) in
the livers of patients with hereditary and non-hereditary cho-
lesterol gallstone, as well as non-cholesterol gallstone.

METHODS: The mRNA expression levels of the liver
HMGCR and SCP,genes were determined by RT-PCR in
28 patients with hereditary cholesterol gallstone, 30 pa-
tients with non-hereditary cholesterol gallstone, and 32
patients with non-cholesterol gallstone.

RESULTS: The mRNA expression levels of HMGCR in
hereditary and non-hereditary cholesterol gallstone patients
were 1.9 269+0.2 134 and 1.9 791+0.2 524, respectively,
both increased significantly (P<0.05) as compared with that
in the non-cholesterol gallstone patients (0.7 730+0.1 530).
The levels of SCP, mRNA in hereditary and non-hereditary
cholesterol gallstone patients were 0.8 908+0.1 649 and
0.7 503+0.1 004, both increased significantly (P<0.05)
as compared with non-cholesterol gallstone patients
(0.5 205+0.1 900). Moreover, there was also a significant
increase of SCP,mRNA in hereditary cholesterol gallstone

patients as compared with non-hereditary cholesterol gall-
stone patients (P<0.05).

CONCLUSION: HMGCR and SCP,are overexpressed in
cholesterol gallstone patients, which may be an impor-
tant cause of cholesterol gallstones.
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GEAT R IT 21 2 HMGCR, SCP, HE IR (R 72 1A 45 0. 33k IR 45¢
VWAL K EIEAL T 5T FIHOR 2541 T HMGCR, SCPy Ak PRI &
TG OLIY AR, AT s 8 AEIAT T e A H
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1.1 AR FIRIBA MR RS 412000 ), 3 4R
25 g vl 48/ 2 A%, iy BLRRAR 42 /047 1) JT 3 e
GEAUNCE, AP IR R T R 50%. HURTE A AT4 N
RV £ A7 B, G IR R > 50%. %) A by s
R P IAS S A1 B, G540 IR T 7 < 20%; 1
[ AR Wit Y S G5 W SR R I S G A
R K ok B R TRl . AR AR AR 5 I R A O ) e
MR . AEDRARKE AR, Wik, W
I3 TIRPY . REEE 2G40 2003-08/2004-08 1 T
B AR ¢ 5 Bt A4 P N I ] e 5 47 3 284, &
158, Y3138, Rk 25-80 % BUR M4 41 30
W, 16 Wl, Y14 W, i 20-80 % XA 32
B, Lc16 B, Ui 16 W, TR 15-78 &, WAL
TS MR HEFRHUBMI (kg/m?*) G i 2 200 (P0. 05) . A
W25 mm® A2, TR & AR AL, Tag DNA
M, WAL A B AEY A N LT 4,
Sagon 2 1i] £ 1 M-MLV 106 44 S Al Trizol WU T
GIBCO 23 vil 5 519 1hi Ak 5t WURHE W4 ARAT BR 2 vil 5 1
GEATP N RIS 5 0 Centric 2 vil AL A il o .
1.2 ik KM Trizol WU AIZUG RNA 1, B fif
HAPIATLW AW, Trizol SIJKJGAT RNA 2
I, FTAS RNATEAT U B . 4l 5 RS Mk (R R 00 THCRNA
1 ug H M-MLV UEAT 104 % S N, 300 4 i s I 24y
3TC/AKK S 2 h, Ji43 cDNA I T PCRY™ 3%, j~
YE —20°C A r a5 H. 3738 H AR 9 WK L.

1 PCRYIBEAT CDNA BTFIS 14

2EEN S¥ERs’—3’ Y8R Eabp
B.~Microglobulin - 5 ATG CCT GCC GTG TGAACC ATGT

5 AGAGCTACCTGT GGAGCAACCT 286
GAPDH 5 GGG GAG CCAAAAGGG TCATCATCT

T GACGCCTGCTTCACCACCTTCTTG 457
HMGCR 5 TACCATGTCAGGGGTACGTC

N5 CAAGCCTAGAGACATAATCATC 247
SCP2 5 ATGGGTT TTC CG GAAGCCGCCAGTT

N5 TCAGAGCTTAGCGTTGCCT GGCTG 432
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FEPR, ROk 22. 35 2 41 : SCP2/ B EREE 11 94°C,
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B2 kb 3R NV SPSS10. 0 ZE il i Rk
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MR f1, ZmwAw &, P05, F2.

B BF4ELZH HWGCRMRNA BIZRA. 1, 2 XBBLE; 3, 4 AEREREE
IEEBZEGLR; 5. 6 KERIGIEIDEBRLEGLR; B GAPDH, 457 bp; G
HMGCR, 247 bp.
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T2 [BEBSECES AR mRNA FAKE

n HMGCR/GAPDH Mma A&t
FRaEE 28
FEFRREEHAE 30
TWRE 32

SCP,/Micro mRNA AL

1.9269 +0.2134° 0.8908 + 0.1649*

1.9791 +0.2524° 0.7503 +0.1004*

0.7730+0.1530 0.5205 +0.1900

*P<0.05 vsTIIREE, “P<0.05 vsIEFRREIEE.

B2 BFELSCP, mRNABYIFIK. 1, 2 WBLE: 3, 4 JEREESRE MR
BREOE: 5, 6 KERGMIEEBRE G BISCP2, 432 bp:/G
Microglobulin, 285 bp.
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P 5 AT S0FT MY T TR W b (R FE 9T L 34652 810 1 pg 40
T EAL, Pima B 20 ARG 2> 75 77 [H 5 AFEN
A AR AR R BN O S T T I R A A
MIUBL, XSG JOR AH A 905 FUAT SRR I B
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I[P C57L, SWR A1 A /)R ) HMGCoA 18 )5 4 1) mRNA 7K
MEREAT B, THUINATAE R SM, ARR, DBA/2 £ /)N B HMGCOA
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EA A 7 SCP, 7 Byl 22, AT St 35U L[ e
YA BV e e s T v AR S5 A1 TR . ) 2 /D> Bl
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