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Effects of recombinant growth hormone on serum lipid levels and hepatic LDL receptor

mRNA of rabbits
FU Chun-jiang, WANG Xu-kai, YANG Cheng-ming, WANG Hong-yong, FANG Yu-giang, SHI Wei-hin (Department of Cardi-
ology, Institute of Surgery Research, Daping Hospital, Third Military Medical University, Chongging 400042, China)

Abstract: Objective To study the effects of recombinant growth hormone (tGH) on serum lipid levels and the
expression of hepatic LDL receptor mRNA of rabbits by high-cholesterol diet. Methods — Four-month-old male rab-
bits with high-cholesterol diet were randomly divided into two groups: control group and fGH group. Serum lipid lev-
els were measured after 1 or 3 months. Expression of LDL receptor mRNA in liver was determined by RT-PCR. Re-
sults  As compared with control group, 1GH group had lower levels of serum TC, LDL-C, higher levels of LDL re-
ceptor mRNA in liver, but no change for serum TG. Conclusion 1GH enhanced the expression of LDL receptor

mRNA in liver, which may be related to the mechanisms of 1GH lowering serum lipid levels.
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F1 EWHE TCHEWR (n=7, x £5, mmol/L)
Tab 1 Changes of serum TC in rabbits (n =7, (x £ 5, mmol/L)

Group Belore treatment I month afier treatment 3 months afier treatment
NC 2.1740.29 328407344 2.44£0.1744
HC 3.11+0.45 46,03 +6.23° 33.88+2.97
HC + 0. 2/GH 2.75£0.39 36.52+5.17% 12,38+ 1,514
HC +0.41GH 2.86+0.65 30.49 + 3,674 10,87 + |, 7644

A P<0.05, &b P<0.01, s HC; &: P <0.01, os before treatment
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JIAT T 0 A ) sh ) LDL-C T e A 0 0 868, 3 ) s DL 1
WO Er BB oS L (S MBS . ST, LR 3T H G
rGH 0.2 41 H1 «GH 0.4 21119 LDL-C 2K 15 e BEL [ B4 A H 4 P
<0.01, 5L fGH BEAT 2 1B Hv e HELBS ik £ 5 12 9 LDL-C T
Eio B GH 0.4 1Wkg 2 3 D H I TC B9 ACEAG X 1GH 0.2
U7kg ARES R 22 AN B35 (% 2).

F2 TWHE LDL-CHZTW (n=7, ¥ £5, mmol/L)
Tab 2 Changes of serum LDL-C in rabbits (n =7, x¥ + s, mmol/L)

Group Before treatment | month afier eatment 3 nnntln-'._aﬁer treatment

NC 1.17£0.20 1.21 £0,274 1.14£ 0,174

HC 1.28+0.62 18.62 +2.00° 18.15+ 1, 5744
HC+0.21GH  1.63£0.37 2.85+1.17% 8.26 +0,004%
HC + 0. 4GH 1.75£0.54 20.95+1.27° 7.57+ 1,104

Ab: P<c0.01, s HC; & P<0.01, s before treatment

2.3 BEBME A TC T

FUVAIAALIN TG JG W & 2 9, Hoig & T3 1 A H B 3
A H G BR0BREL A, 45 408847 W S i 7, 3L 1L GH 0.2 4
THrds oW (P <0.01) o UERA fGH ARE T Bl Ha =3 HE (& W 1K £
SR TG FHF (32 3).,

#3 XWHE TG T (n=7, x5, mmol/L)
Tab 3 Changes of serum TG in rabbits (7 =7, ¥ £ s, mmol/L)

Group Before treatment I month after treatment 3 months after treatment
NC 0.77+0.06 0.50+0.05%4 0.89+0.1744
HC 0.76+0.15 1.06+0. 14 1.58+0.23
HC +0.2/GH 0.82+0.17 1.34+0.34 1.67+0.23
HC + 0. 4GH 0.57+0.11 0.93+0.14 1.30+0.34

Ah: P<0.01, s HC

2.4 BT RATIE LDL-R mRNA £ ik K-F T4k

HHEE 4 B8 1Al L IO AL Re o 11,47 0GH 0.2 TU/kg
T Rx 24 57.25,1GH 0.4 1U/kg 211 Rx {828 77.55, F-4li i AH [E
PSR T AL Ry 2 27.98, tAH &2 LU OE B R &2 i . I AE i e
IR B AL b T s TH e, BT AR ACEEPE 5 R IE LD, 57
{& mRNA ZERER . 7EWI 1GH 20 LDL-R mRNA (792 15 34 fin o
TS, UL GH RS i A () 75 B A AT fE S 6 LDL-R mRNA
TR AT E

F4 BHTHARFE LDL-R mRNA F55KFE (n =7, x +5, mmol/L)
Tab 4 Expression of LDL receptor mRNA in liver tissue after high-
cholesterol diet (# =7, ¥ + 5, mmol/L)

Group Vy OD/mnd Vearpn OD/mm? Rx
NC 0.5141 +0.0810 4.4835+ 0, 1206 11.47%
HC 1.3610 + 0.0690 4.9856 = 0. 1299 27.98
HC +0,2:GH 2.8910+0.1518 5.0499£0.,1170 57, 254K
HC +0.4:GH 4.2585 £ 0. 1034 5.4911 £0.1232 g0

A:P<0.05 AL P <0.0l, »s HC; Rx = Vx/VGAPDH,
Vx = f(0Dx)
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«=GAPDH (220 bp)
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M: Marker; 1: NC; 2: HC;3: HC+ fGH 0.2 TU/kg; 4: HC + rGH
0.4 1U/kg

B 1 %RAFMAS LDL-R mRNA ik ik H
Fig 1 Electrophoretic results of LDL-R mRNA from rabbit liver
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