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Relationship between level of anti-SmD1 antibody and the mRNA level of

SmD1 antigen in patients with systemic lupus erythematosus
WANG Ben-fang' ,CHEN Xing-guo® ,ZENG Qing-di* , WANG Zi-zheng’
(1. Department of Clinical Laboratory, Jiangyin Hospital Affiliated Medical College of South-East University,
Jiangyin Jiangsu 214400 ;2. Nanjing Clinical Nuclear Medicine Center ,Nanjing Jiangsu 210006, China )

[ Abstract] Objective:To analyze the relationship between the mRNA level of SmD1 antigen and the level of anti-SmD1 antibod in
patients with systemic lupus erythematosws ( SLE ). Methods: The blood samples from 30 SLE patients with high level of anti-SmD1
antibody,30 cases with normal level of anti-SmD1 antibody and 30 normal controls were collected. The mRNA level of SmD1 antigen
was detected by real-time PCR in all the cases. SPSS11.5 was used for statistical analysis. Results:In the SLE patients with high level
of anti-SmD1 antibody, patients with normal level of anti-SmD1 antibody and the normal controls, - A ACT of real-time PCR was
-0.60+£2.99, -0.04 £1.92 and -0.00 +2. 80, respectively. The difference was not significant( P >0. 05). Conclusions : The gene
expression level of SmD1 has no significant different among the three groups. The immune abnormity in the cases with SLE is almost
involved in the whole immune system. It is impossible to explain the disorder of immune system by the abnormity of mRNA level of
SmD1 antigen.
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Compar asion of the test results of partial biochemical parameters

by two types of chemical analyzer
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[ Abstract] Objective:To compare the test results of partial biochemical items verified by VITROS 250 dry chemical analyzer and
HITACHI 7600-200 automatic biochemistry instrument. Methods : The parameters including ALT, AST,ALP,GGT, TP, ALB, TBIL and
DBIL in fifty samples were analyzed and recorded with these two instruments. Results: There was no statistical significance of the results
of AST,GGT,TP and TBIL detecied by these two analytical methods( P >0.05),and these results had preferable correlation. While
there was statistical differences between the results of ALT, ALP, ALB and DBIL with these two analytical methods (P < 0. 05).
Conclusions : If there are two or more biochemical analyzers to detect the same testing items, it is necessary to compare and calibrate the
different testing results regularly to insure the accuracy of testing results.

[ Key words] blood chemical analyzer;biochemical analyzer

M—LREAWERER G U LKA AoV UaIE 45 R e ik, E & XTI ThRE %

FEREA R AR BT B o, B E WA TS MIAG L, DLAH GO0 5 HEATARI , 305 45 SR AEAT A0 o

AR — M AE AL S AT S T A A 0 2 45 51 L RS

B LT . BRRLEA HITACHI 7600-020 %4 [ 34 !

653 S VITROS 250 B FRALF AP, 1.1 HARE  WE 50 3t B ol At

MFITEY LMERARP MBS HEREENASE A, Kb 20 45k B 2007 Eis R E S KM,

—, I R XS R I A R R AR IR IR 30 93k B 2007 AESR B ER T 24 R AR ATAS .

MR R —EMMEE ., ATREXWMAREE 1.2 M ®5&4  HITACHI 7600020 %14 B 34

IHHX R AR, if 35 TR R PR BB B (ALT) |
(R R 2009-0° B N A RARBEAL TR (AST) 2 H AR HEHE /L7 7™= &,

) s g S MR 20300 RT3 (TBIL) | L4 40 % ( DBIL) i H 4

R o R e B o S e e o O i B R o e e TR e =t o

A[ We# H#1] 2009-09-07

[3] Hiepe F,Kiessig ST, Yamamoto K , et al. Detection of autoantibodies
to extractable nuclear antigens in autoimmunune discases of
rheumatic origin using immunoblotting comparison with counter-
electrophoresis[ J]. Z Rheumatol,1990,49(5) ;304 —309.

[4] Abuaf N, Johanet C,Chretien P, et al. Detection of autoantibodies to
Sm antigen in systemic lupus erythematosus by immunodiffusion,
ELISA and immunoblotting. variability of incidence related to
assays and ethnic origin of patients[ J]. Eur J Clin Invest,1990,20
(4):354 -359.

[5] Rokeach LA,Haselby JA, Hoch SO. Molecular cloning of a ¢cDNA

encoding the human Sm-D autoantigen [ J]. Proc Natl Acad Sci
USA,1988 ,85(13) ;4830 — 4836.

[6] Riemekasten G, Marell J, Trebeljahr G, ez al. A novel epitope on
the C-terminus of SmD1 is recognized by the majority of sera from
patients with systemic lupus erythematosus [ J]. J Clin Invest,
1998,102(4) :754 - 763.

[7] B0, 2Rk, 8%, . 40 SmD1 ST E X R4 38
TAICHT R L[ T]. SR8 B 22 B 22 3], 2006, 31 (3) : 255 -
257.



