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[(FAE] B HARARERANEHAL CDA THRAE G LBAKF IRETLE LN ZRF %KM, Hik 18
BILN B R AEARE AHEEHRZINLBREF L 1997 Fi 50 Z54MEamRESLE 5 £ Wik, HLATE
HAHEFHEG LN, ZOAKRT 0.5 g/d. REFBRRREXT (R FaompeBid 5 A/Hp, XK Fam@m KT 5A/Hp, & @B é
HAXTFIA/Hp) e lBFftH AT 1.2 mg/L 3k &g . FE el R Bl ARG, FFEHG LN ZEGRNT0.5g/LEF
ey nE, FINEBESARE . EFHEA A4 FHh ey LN (A )10 4. 5 BANL8H, 2 H K% LN BH 4
N 2064 9h B ot 50 mL, % B A B & & & (Ficoll ) 2 & hish B e P oy A, R LR Ak A 4t CD4™ T W jie, 5+ 33
WER G CRAMAEZ S H3/HL TEL LR XA E4 4% G H3/HL 69 TBALK T . 5448 % G H3/HA TEELK-F R 5 5% 5569 &
. 8% (D5 Namk AR 14 LN EHSHEA L CD4 Taegak g H3 He 3 2T BALKR S (P<T0. 015 (2)A M4
8 HA 69 TEALKFAK T 18(P<<0.01), ML %& & H3 TEALK-FHLUAR £ F LA+ FEXL(P>0.05), (HAEZEYG HI 69T
BEALKF L 24 h REGQHEZTERAMAG=—0.661,P<<0.05)., it ALNEZH¥# CD4' TmimE g H3 % G Ha
HEMTBAKRETRALS T LNW A, CDA' T @ E&d He 9 THBAKRT TS LN ESNER X,

[XEiIF] AFo£; TR RER L ZFE %

[hES#S] R593.24+2 [X#EARIRE] A [XEHS] 1671-8348(2015)30-4193-03

The histone acetylation of CD4" T cells of peripheral blood in the lupus nephritis*
Liu Kanghan , Liu Fang ,Liang Yumei” ,Rao Hui ,Chen Ying , Zeng Qinghua

(Department of Nephrology and Rheumatology s Hunan Provicial People’s Hospital .Changsha s Hunan 410005 ,China. )

[Abstract] Objective To study the histone acetylation level of CD4" T cells in peripheral blood of lupus nephritis, to explore
the role of histone acetylation in pathogenesis of lupus nephritis. Methods According to Feng X, Bernstein, Wagner S ] and other
scholars's classification criteria for LN, those who met the following conditions considered for the activity of LN proteinuria >0. 5
g/d,change or activity of urinary sediment (hematuria > 5 red blood cell / Hp,or pyuria > 5 Hp white blood cells,or 1 cell type
/Hp) ,serum creatinine increased >1. 2 mg/L,and the exclusion of infection, kidney stones and other causes. Lupus nephritis pa-
tients were divided into inactive group (group I) 8 people,active group (group A) 10 people. 18 patients with LN and 8 normal con-
trols were collected peripheral blood 50 mL,density gradient centrifugation method (Ficoll method) for separation of mononuclear
cells in peripheral blood; CD4" T cell was analyzed by immunomagnetic beads,extracted histone acetylation level and detected H3/
H4 protein by the acetylation of histone H3/H4 kits and the relationship of histone H3/H4 acetylation with diseases was analyzed.
Results First,compared with group N,the histone H3 and H4 of CD4" T cells in peripheral blood both in A and I of group LN pa-
tients showed low acetylation status (P<C0. 01) ; Second, the acetylation level of histone H4 in group A was lower than that in group
1 (P<C0.01) ,histione H3 acetyl the level of the group of two groups had no statistical significant (P>>0. 05). Third,it was nega-
tively related to the acetylation level of histone H4 and 24 h urinary protein excretion(»= —0. 661, P<C0. 05). Conclusion Histone
H3 and histone H4 of the CD4" T cells showed low acetylation may be involved in the pathogenesis of lupus nephritis. The acetyla-
tion level of histone H4 in CD4™ T cells may be related to the activity of the LN.

[Key words] histones;acetylation;lupus nephritis; proteinuria
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