.28 -

KA BRI LA MHC 1 282

FHE ARk

fE# 547 .250014 WK, it T8 L RERRHE (FERE)
250012 RS, IWRKEFERERDH (HE)

(HE] B WRANEBEREELGYENRTEMACI XBEBRENEWH. FHik.
WIR2AFH AR IHE , CR4A8 X HEM4 R, XRAEGRA TRAOB Q0 mghke) ER,
3525 30d, % 10d ISR MBS RNA, 3000 25 505 BUFFRIE DR | 5 78 0 ik 4 £ /0 i 3R R
& RNA,RT-PCR #%# i MHC I 253 mRNA #9335, Western blot 3548l MHC | 262 HEBA RS, &
R TRANAMENTEMARMHCT XEH mRNA IBERFIEL 00X B2 XMNEIOXBER
RN EY. SYBALS, TRANSEANEEAKRMHC ] 25H mRNA IEARIEH 20X
% 30 KRR (P<0.05,P<0.01), H mRNA Fikh FAIZi# 69 0.23:0.06 BEHAEH 20 XK
0.13x0.05 F155 30 X 0.06+0.02, FE kB AARTH 2.55£0.24 FF 2 AZ5/55 20 X4y 1.1620.15 #
%30 X119 0.76:0.31, 7EMLAE 30 KELRGEHR)G, LA S 28 (B IEFRE AT 5 0k A0 i B )MHC T 2%
#H mRNA 1% A &5 W8T BARK(P<0.05,P<001), &g KERANEREHL AN E M
AR FFRE R R R4 2R g MHC | 28658 mRNA fIEH RS, THBERIAEKBEN R E,
(x@i7)] WEEHFEXEHE MHCT %, MH

The study of organism MHC class 1 gene expression affected by high dose prednisone
LI Xiang~dong, ZOU Xiong. Department of Laboratory, Qianfoshan Hospital of Shandong Province, Jinan
250014 , China

{Abstract] Objective To study how organism MHC class I gene expression is affected by high dose
glucocorticoid prednisone. Methods 12 New Zealan white rabbits were randomly divided into two groups, 4
rabbits were in the control group, 8 rabbits were in the experimental group. Experimental group was given
doses of prednisone (20 mg/kg) every day for 30 consecutive days by gavaging. Total RNA of peripheral blood
mononuclear cell was extracted every 10 days. After 30 days experiment was finished, a small amount of total
RNA was extracted from rabbits” liver, spleen, kidney and lung in two groups. RT-PCR and Western blot were
utilized to examine mRNA and protein expression of MHC class | gene . Results MHC class I gene mRNA
and protein expression level of peripheral blood monouclear cell in the experimental group showed gradually
descending tendency on the 10th, 20th and 30th day respectively. Compared with control group, peripheral
blood mononuclear cell MHC class 1 gene mRNA and protein expression level in experimental group
significantly declined on the 20th day and the 30th day (P< 0.05, P< 0.01), MHC class [ gene mRNA expression
level decreased from 0.23+0.06 before gavaging to 0.13+0.05 on the 20th day and 0.06+0.02 on the 30th day
after gavaging. The change trend of protein expression level was similar to mRNA expression level, which
lowered from 2.55+0.24 before gavaging to 1.16+0.15 on the 20th day and 0.7610.31 on the 30th day after
being carried out gavageing. When the 30 day experiments were completed, MHC class I gene mRNA and
protein expression level of these rabbits organs, including liver, spleen, kidney and lung were generally lower
than counterparts in control group. Conclusion High dose prednisone can decrease organism peripheral blood
monouclear cell, liver, spleen, kidney and lung MHC class 1 gene mRNA and protein expression level, As a
result, this may induce the occurrence of organism tumor.
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