BE 2 BE ST 2% ik

201241 H 41 % H1Y

FEREMARBERESHNREAEUE
HEFRBEIL

A RER K HE kWmHE K L

fSid

M E B RBOraif R NAE N, REI AL E A A Y T AR C B T NAP — 1 (nuclear assembly
protein — 1) & ACF( ATP - utilizing chromatin assembly and remodeling factor) , Jf- Z 7 T MRS Je R AR R . ik BB
FETE BL21 rh 323k 9 B FH 88 F 38 #e 2 Hr sl b 41 28 1, N ECAZ 4l i HeLa 40 i A% v £2 BT 7 T % S 8 0k /7 sl A 4 28 1 R AR, )
FEIR G 7 3R I8 R G070 B AUAB i SO v 3238 I Sl Ab 41 e A OC IR, 7 FH 4 Ak 75 300 19 2 1 76 368 R % 10 R AT % 60 T AR A 4 2%, OF 0
kR R ORI . R AT T R s R Y R R R R A, O AN M A AR N R AR R AR AR AR 1R NAP - 1A
ACF; 57 T 1 Bk DNA 2l Ak ) FOR% 40 MO R 9 T L L 2R 1 FEAH NAP — 1 2 ACF Sz ATP S B0 B4 1 1R A1 e €2 53 41 4 1 T
MR G, BWORE RGN AL Ry . 8518 FIUTMRSN 7 s di ik () 22 R F 4 2 1, v o ) b kPR ) e 8 T3 AR, o 7 A 4
Yoo ST AR b HEAT I R 4 53 0 98 45 ML i A 5 26 5 T kA

kg 4HEHE ACF NAP-1 P gl

Purification of Chromatin Assembly Associated Proteins and Reconstitution Chromatin. Zhao Zhongliang, Zhao Jicheng, Dai Hui, Shen
Yufei ,Zhang Ye. National Laboratory of Medical Molecular Biology, Institute of Basic Medical Sciences, CAMS and PUMC , Beijing 100005 ,
China

Abstract Objective To extract and purify HeLa histones, express and purify recombinant histones, NAP — 1 and ACF. To recon-
stitute chromatin in cell - free systems. Methods Hela core histone octamers were purified from the chromatin pellet of whole cell ex-
tracts from HeLa cells using hydroxyapatite chromatography. Individual histone proteins were purified from inclusion bodies of BL21 by ion
exchange chromatography, and mixed to renature. NAP — 1 and ACF were purified using baculovirus expression system in Drosophila.
Then chromatin was assembled using isolated proteins and DNA in proper system,and was identified by micrococcal nuclease digestion.
Results Purified Hela histone octamers, recombinant histones, NAP — 1 and ACF were shown. The system of chromatin assembly in cell
— free systems using these isolated proteins was established. The chromatin was digested to DNA ladder by micrococcal nuclease. Conclu-
sion We assembled chromatin templates in vitro. It would be the basis of researches on regulation of gene transcription on chromatin tem-

plate in vitro.

Key words Histone; ACF;NAP -1 ;Chromatin assembly
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Feni b pe g . PRt K 40 i R AR M S A A R A
17 77 e €0 50 20 2 AR 2R PR A i 4 3 (enzymatic assem-
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30ml 41 % 1 vk 28 v W (50mmol/L Tris — HCl pH 7. 5,
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Ve AL A DL AR 4°C A, M o8 A 2 A0, AT
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&, B 17000g x 15min, 3 FERBEUIRE, BEE R L k(3
20 o SRJE LA B VRS2 W CR N Triton X - 100) Pk %
VUUETIK o B — KB D ATICH 0. 5ml B &, Bl g o0, &
LUK o 3 ) DA IR A v B R A R 1 [T R A M R A PR 3R 2 X
(guanidine hydrochloride ) 45 , /R & pK I 484 ]« 438 1A T €
JA Tml DMSO 4T 5 & 2 JUIE, 2 R #E 30min, fll A 25ml
HEALEITEEWH (Tmol/L R T, 20mmol/L Tris — HCI,
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DTT,5mmol/L B - % Z %) 1, 4°C, &N THEA BT S
2% P (2mol/L NaCl, 10mmol/L Tris — HCl, pH 7. 51mmol/L
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>4h, QRELENTTAE A B EZ D, EH 3 KBTI
4°C , B0 17000g x 20min, ff 8 35 58 L REY . 6) BERZ T
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TR E AL . BTG AL R A AR, A I Pk
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(2) 42 B HeLa 410 20 76 (A /\ B A4 1) W52 40 i #% : DMEM
B M (£ 10% I35 ) W5 9% Hela S3 40 Jfd. W20 10° 4~ 40
M, PBS ¥ P K., & T 20 % & K 2 B (20mmol/L
HEPES pH 7.5, 0.25mol/L JE##, 3mmol/L MgClL,, 0.5% (v/
v) Nonidet P - 40 (NP - 40), 3mmol/L B - 3 3t & B,
0. 4mmol/L PMSF, 1pmol/L BG4 E A, 1 pmol/L leupeptin)
H AT I R A0 M B . 4°C B8 0> ,3000g x 15min, B T 2L
W YEYE 2 K, SR 5 # & T buffer B (20mmol/L HEPES pH
7.5, 3mmol/L MgCl,, 0.2mmol/L EGTA, 3mmol/L g - $i3 2
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tin) B, 2218 2, B A SR B buffer B (0. 6mol/L
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30min, HLITVE WA 40 M A% . 2) B 8 2 8 K A sl i 0 A
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WEE O HE I HBUE 252, S 9 5 1 2 R 2U S (S my PCR) A0 AEZH 21 GRP78 mRNA Rk, &R 5T 4E Oh
20 R AR TR LA B, T RE K BRI L0 258 L F T O IR % K 2 2 2 A A YA B I [ A 4 T A2 AL B B (P < 0..05) 5 5 R B 4 Oh
H T AR T AR AR FL , e s 2 R B0 EZH 21 GRP78 mRNA Wi Fh 5 (P < 0.05) ,4h W35 5 T {4, B /5 ¥ 4R T e, B 12h 5
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Expression of Glucose — regulated Protein 78 in Myocardial Injury of Sepsis in Rats. Fu Xiaolin, Liv Xiaoyi,Lu Yan,Guo Yagiong,Li
Hongbao , Zhou Rong. Department of Emergency Medicine , First Hospital of Lanzhou University , Gansu 730000, China

Abstract Objective To investigate the expression of glucose regulation protein 78 ( GRP78) in heart tissue of the sepsis rats.
Methods Twenty — four male SD rats were randomized into sham group and sepsis group(0, 4, 8, 12, 24h) , in which the sepsis model
adopted cecal legation perforation method (CLP). The changes of blood pressure (BP), heart rate (HR) and electrocardiogram were de-
termined , and the concentration of myocardial enzymes (LDH, a« — HBDH, CK - MB and CK) were detected. Morphological changes of
hearts tissues were observed by light microscopy. The expression of GRP78 in heart tissue was detected by quantitative fluorescence poly-
merase chain reaction (real —time PCR). Results Compared with sham group, the BP in sepsis rats decreased significantly. Opposite-
ly, the HR in sepsis rats increased significantly. ST depression was observed along with the significantly increase of myocardial enzyme.

Importantly, it was shown that the expression of GRP78 in heart tissue of CLP rats was significantly increased (P <0.05). Conclusion
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