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CXCR7 ERMEHARBARFEARAFHREREN

%o IRF FRE EAH FURAF KAF

W E BM Rt A2M%FEE (acute liver failure, ALF) K BUF4H 21N #1k ] T 52 {& 7 (chemokine acceptors, CXCR7) [ 32
KRB X, ik 36 HEME SD KRB AL/ R IE # Xt M4 1 St I 59 (ALF) 20, ALF 21 [5] i g Jis v 4 D — 2 L2 3L A% (D
- galactosamine , D — GalN) Flfl§ Z ## (D - galactosamine , LPS) i 3 5 7 52 57, 43 ) F7E )5 2.6 .12 .24 48h B Wi 75 S P4 45k
Fi HE 3L, %2 B s F WS P 8UR B AR 1k s >k A RT - PCR Western blot 5Kzl CXCR7 mRNA J¢ CXCR7 Elﬁliﬁi’%t7k¥~
[ IS 6 0 I 7 ALT JAST 7K 3 48 i1 4b 38 3% ) LSD ¥ 36 l Dunnet's T #5365, 258 ALF 24 24 48h I JF 41 27 95 18 2 300 K 2 48 M 41
WL 35 A B 4 PR BE s ALF 4 I35 ALT (AST /KSET 24h 3 /5 06 HL 4 50 B 5 35 T IE % 41 (4670. 667 +372.436U/L 30. 667 +3.670U/
L;4930. 333 +81.158U/L.67.667 +8.140U/L,P <0.01) ;£ 2.6 .12 24 48h i ,ALF 241 CXCR7 mRNA 5 B - L5717 4 (B - actin)
W% 3 B FE A 4 304 1.106 £0.017 . 1.231 £0.014.1.249 +0.013 1. 159 +0.014 1. 095 +0.028 , & W [A] S 5 FE WA LB L 5 G
Gl %= L (P <0.05);CXCR7 & 15 GAPDH JK B {H L {E 43 514 0. 520 £0.011.,0. 536 +0.007.0. 587 =0.005.0.712 =0. 004,
0.579 0. 098, % S 5 IEW A ERELIT¥E X (P <0.05), &it MIIFER ALF K FEAR g7, ALF #if CXCR7mRNA
K CXCR7 % M i 35 7] RR7E A4 05 ot B vh R E AR .
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Dynamic Expressions of CXCR7 in Rats with Acute Hepatic Failure and Its Significance. Hong (Qiao, Wang Keyin, Dong Jinzhong, Shi
Chunwei ,Lu Mingqin ,Chen Yongping. Depariment of Infectious Diseases,The First Affiliated Hospital of Wenzhou Medical College , Zhejiang
325000, China

Abstract Objective To explore the dynamic expressions of CXCR7 in rats with acute hepatic failure (ALF) and its significance af-
ter building the ALF model. Methods Thirty — six male Sprague — Dawley (SD) rats were randomly divided into normal group and model
group( ALF group ). The rat models were established by intraperitoneal injection of D — galactosamine (D — Gal) + Lipopolysaccharide
(LPS).At2,6,12,24 and 48 h time point after injection,the serum were used to detect ALT and AST. The liver pathologic changes were
observed with HE staining by microscope. The mRNA expressions of CXCR7mRNA were detected by reverse transcriptase polymerase chain
reaction( RT - PCR) and CXCR7 were detected by Western blot. Results In ALF group,The liver pathologic changes were most serious
at 24h and 48h. The serum levels of ALT and AST were significantly increased at 24h compared to those in normal group (4670. 667 +
372.436U/L,30.667 +3.670U/L;4930.333 +81.158U/L,67.667 +8.140U/L,P <0.01) ,respectively. While the CXCR7 mRNA/B -
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actin absorbance ratios at 2,6,12,24 and 48h after D — GalN and LPS challenge were 1. 106 £0.017,1.231 £0.014,1.249 £0.013,
1.159 £0.014,1.095 +0.028. The expression of CXCR7 were significantly increased compared to those in normal group ( F =1687.386,
4157.921,4684.103,2973.799,2127.463,P < 0. 05) , respectively, while the CXCR7/GAPDH gray level ratios were 0. 520 +0. 011,
0.536 +£0.007,0.587 +0.005,0.712 +0.004,0.579 +0.098. The expression of CXCR7 was significantly increased compared to those in
normal group (F =90.740,146.950,350.609,1174.296,921.838,P <0.05). Conclusion The rat model of ALF was established suc-

cessfully by intraperitoneal injections of D — Gal and LPS. The expression of CXCR7mRNA and CXCR7 plays an important role in D — Gal

and LPS - induced liver injury.
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PERAETG RO, i B = A R BT B, LA W) 2
TR HATE 50 T 3 38 1) & AR AL, R I DR 2 A AT 2% 1 48
R R E AR VT AR
2B R T K2 kS 5 4% B 40 M 0y i 5|
¥, CXCRT 1E ML KBtk 72k, 2 5%
@A R R O b I U e (9 R
CXCR7 = 55888 7c i T 40 2 ( bone marrow mesen-
chymal stem cells, BMSCs) f)iF %% , 5.0 4% & S50k
B RIS L Aok, 6 F CXCRT BB 55 W 171 4%
BE 2240805 38 . AR SC 00l 2ok g 7 ALF R BB AL, W
%< CXCR7 mRNA J CXCR7 FEH MR LB, W)L
T CXCR7 7 ALF &4 & Je il # iy 2 3, U
CXCR7 7 3 vy U i TR A B 58 4 it — 2 i AR 4fE -
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1. #1836 H 6 J& SPF it SD K EL, AR 180 ~220¢,
W v B2 B I SR B4 0 D - GalN (LPS I [ 26 [H
Sigma 2\ ;5190 B g HER AR ) T REA BRA Bl A R 4L RT
- PCR RAF &M B K& 549 TRA WA A GAPDH R
A RRIC BT (B 1gG W b 5 v il R 2B W 3 R A7 BR 2> 7, CX-
CR7 Fifhy F R =AY HEARARAF

2. 58 (1) HESr AN .36 FSD K RUSC B AT 1 H 4%
AR IEF YO KK BBENLS N B4R, TE % 5 B (N 41)
A ERAL (ALF 41) . IE# XTHR41 6 H,ALF 41 30 1,
BAWA 6 H M R 5T D - GalN (800mg/kg) Fil LPS(8
7/ H),D - GalN # 100mg/ml ¥ T 4= ¥k , pH {5 =
7.2, ALF 435912 .6 .12 24 48h B fa] S4B 6 5, 10% /K
£ G I s 1 SRR I 5 MR 0D DL B 0 B T TR AR A
B UHF AL 2000 A0 2 v vk v I, PR T R, & F
AT R, RSB ARAE, -80C IRTF. (2) JIF M2 2005 3
R 2« A% B B) e A B [ A S U0 i JHE B
Ji B OB U B IR 30 BE A AT I AL 8L M B Ak, (3) I ALT,
AST Rl < 2R F 4 B gh A= Ak 43 B 40K I 25 B (6] 50 1 395 79 42
ILEE RS (ALT) (K 174 & MR 2 2L 5% B i (AST) [y 28 1k,
(4)RT - PCR kI fiF 41 21 CXCRTmRNA (1 3% 35 7K °F : i
1414 RNA $2 0K mRNA $2 35007 65 25 3R, 15 5840 oot
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BEACXT BT #2 RNA A7 5 &2 43 07, I/ B FE A< O % & (0D260/
0D280) LB A 7E 1.8 ~2.0 22 1] 3 £ 5 B & 4l B 0 S b
v Y BE 4 45 AS () )R] SRE v BE ] DEPC JK 179 5 400 ng/
wl JEAT S s B R, ERERER S 10l CXCRT 514751 : |
a4 5" - CAGCCGCGAGGTCACTTGGT - 3", F 5|4 5 -
ACTGCACGGTGTCCACGACG - 3", §"14 B Bt & 136bp , RT % )i
%4t :30°C , 10min, 42°C ,30min, 99°C , 5min,5°C , 5min, 1 47§
W, PCR N 45 :94°C (AR # ) 2min; 94°C (4544 ) 30s,60°C
(iR Kk )30s,72°C (I AH1 ) 205,38 NEH, B - actin 5| ¥ /751
B 5" - GAGAGGGAAATCGTGCGTGAC -3'; F 5|4
5" — CATCTGCTGGAAGGTGGACA -3’ 4 14 =4 452bp ,RT £
R %54 :30°C 10min, 42°C 30min, 99°C 5min, 5%C 5min, 1 />4
B, PCR JZ i 2514 :94°C 5min,94°C 30s,61°C 30s,72°C 305,25
AMEER . PCR =W Lk 20% BB Wi 58 Jg v ik %8 5, 48 AN BE T
BG5BT 2 G0 T H0 BEOT BEAT S5 ICRE A i, I O B A, I
J& LA CXCR7TmRNA/B - actin {f f£ % CXCR7mRNA {4 XJ &
it (5) Wester blot 32 & Il JiF 41 41 rfr CXCR7 (W Rk K F-: LU
20 2 e R A IR A 1, R ] TR (BCA) v I 5 ¥ B2, 50 g
HERES EAE, ] 10% 19 SDS - PAGE &% i T2 1 1 Uk 43 %5 .
HIKZE G I B % 2 PVDF B & 5% BLIE Wk 55 18 &
A1 1h J5 , 700 1: 2000 F% %9 —$1 4°C 33 %, TBST ¥ ¥k 3 Ik, &
R Smin, A 1: 800 CXCR7 #i{A &M E 1h, § TBST ¥ 3
WO E MRS B ., NS e -3 - g A
(GAPDH) , I 1: 1000 F#®¢. 2545 K B 4> #1{# B Quantity One
Mannual %4 & %0, i J5 UL CXCR7/GAPDH {83 CXCR7 1
AT B 2,

3.4t AT R T SPSS 17. 0 B #E AT e it 2% 43 T, 8L
o PR = bRl 22 (o £ 5) FoR, HEAT IE 48 MK 30 F 7 22 5% 4
AT, 2T E R LSD K5, 5 2455 # R M Dunnet's T #
5% ,P<0.05 hERAHRITFENL,

& ES

L. 20 2055 B AR Ak,  1E 8 % IR 20 K U 20/ it
SERIEH IR LA oy e ik A vt 52 45 2R ) S ik
SPIRHES] . ALF ZHAEGE L 2h B JH2H 23 2% U5 Wi, i
PR W AN U] d s 6he B AT UL 4 A A ik AR P
KL 12h J5 4 B 8 A48 M OF SR IR 3, 3R 38
X KA DX U, 5 RE 41 i 92 1, 24 (48h B #5187 I 41
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WK IRAE /N 24 A3, AT DL K 0 A P
IF i e g R (L) o

1 IEEH ALF AFALRFERMN(HE 6, x100)
AL IE# X RE4 ;B .C.D E F 4352 ALF 41 2 6,12 24 48h

2.4 S 2 K RLIML VG ALT ., AST By K ) 4% 5 .
ALF 41 K BB 4 ST D — GalN H1 LPS J5 2 h il 7§
ALT (AST VBI85 T 05 % 41, Wi W22 v A 4 it
2 X (P <0.01), LUJG 45 ) a] 252 i TH i, 24h 35 014
i, 45 BF 1] 50 ALT L AST A6 90 45 5 15 1F 3 Xof B8 20 1L 45
ZRVAGITFEX(P<0.01,5%1),

®1 AEFRBARME ALTAST KFETW (x+5,U/L)

20 51 n ALT AST

N4 6 30.667 £3.670 67.667 +8. 140
ALF 4 30

2h 6 121.667 +23.464 247.333 +19.086

6h 6 262.667 +15.616 1181. 167 +242.707

12h 6 657.667 +43.477 1788.333 £182.610

24h 6 4670.667 +372.436  4930.333 +81.158

48h 6 1958.833 £292.840 1686. 667 +263.891

A S N4 i, P <0.01

3. % A KU A2 b CXCR7 mRNA fy 3£ 35 22
fk.: ALF £ 2h B} CXCR7 mRNA kK i N 4 5
EE,ERAGIFE L (P <0.01), UG 4 B [A]
ST, 6h B A BRI KO, 12h o B3 L6
120 Y ORFETEAH X 8 85 KT, & I ) 5 1E 8 6 AR 4
IR 2 S A G L (P <0.05, 82 & 2),

M 48h 24h 12h 6h 2h N

500bp—
400bp—

—B-actin

(452bp)

-CXCR 7mRNA

2 RER-BRAMBYERMN(RT-PCR)&EN M
FFr=iB A RAF4HZ CXCR7 mRNA X%
M. A6 B2 AEOUH 43 T 5k b 5 N IE % X IR 4152 .6 .12 24 (48h. ALF
LA ] R RE TR 79 5 B — actin. B 3 3E H; CXCR 7. @b 7%
7

x2 AMIFEEBEAR CXCR7 mRNA KEIH (v +s)

41531 n CXCR7 mRNA/B — actin WE 6 JiF e A

IE# X JR 4 6 0.753 £0.012
ALF 41 30

2h 6 1.106 £0.017 *

6h 6 1.231 £0.014*

12h 6 1.249 +0.013*

24h 6 1.159 £0.0147

48h 6 1.095 £0.028"

SIE® A R4 LA, P <0.01,7P <0.05

4. K HREFHA T CXCRT HEHRIKW L
ALF ¢ 2h iy CXCR7 B A K B M, 5 N 41k
BEFAGI#E (P <0.01), LU 3R 5 & # 1
hin, % 24h A g, B L IE R A LR E R IR
GiiteEE L (P <0.05) 45 7R 2h 1 6h B CXCR7
R AR A AT PR ] A R 22 R R g )
(P >0.05) , A0 AH &R B[] & (8] 5 PR L3 22 S 389 4

AR (P <0.05, K3 3k 3) .
48h 24h 12h 6h 2h N

CXCR7-
(51kPa) [N
GAPDH-
(35kPa)

3 F QT AR ( Western blot) #& il & 4
B3R KR AFE R CXCRT kik
N. iF % % B 4H ;2h ~ 48h. ALF 41 4 B+ ] &5 8 (4 7= 4 ; GAPDH.
MR -3 - BEER I ZUH ; CXCR 7. LA 7 =2 4 7

®3 SHEHFBAR CXCRT BEHKFEWL (v +5)

2 5 n CXCR7 # H/GAPDH J& Ji {if [t fi

TEH X B4 6 0.434 +0.019 "
ALF 21 30

2h 6 0.520 £0.011"

6h 6 0.536 £0.007"

12h 6 0.587 £0.005"

24h 6 0.712 £0.004"

48h 6 0.579 +0.098"*

HIEH XM, * P <0.01,P<0.05
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5. [F4H 2 CXCR7 mRNA/B — actin W% F HEH 5
CXCR7 ZH H/GAPDH JK B 8 Fb B A7 AH 5C 7 23 A1 < X
ALF 4] CXCR7 mRNA/B - actin Wg Y6 {5 ALT
{HHEAT Pearson #1450 HT, B5 R W 2 IEAH K (r =
0.240,P <0.01) , 5 AST {47 Pearson #3587, 44
BRI H S IEME(r=0.431,P <0.01), %f ALF 41
CXCR7 mRNA/B - actin WG Hof 5 CXCR7 75 [/
GAPDH JK FEAH HAH 4T Pearson AHIE 43 HT , 45 R m
W R IEM X (r=0.552,P <0.01)

W ®

ALF K95 HLI AR L 52 2%, 300 47 S 2605 B R I 4% vh
AL - (chemokines, CK) (1% 1 H] 32 ¥ 32 3] ) 12 3¢
TE, RIS, AL N T 19 5 % 238 5 9% 85 Mk I
RPFFI BERR BN . NI, ARSI i —
HHHfy CK a4k N F =% {& ( chemokines receptor,
CKR) fEMF it e h i /E FH AR 2. Bk &3
(i) CXCR7 f& CKR K& EZ KA 712 Rk Tk
CU 20 B (T 40 B  NK 20 B0 F0 B 20 it JC L2 1012 20 g
FIEAAZ 20 ) L 22 b i a4 i 3R, 356 £k 19 P9 2 40 i LA
T T IV 40 45 A A A % T 22 R e 5k D B R i
AN rh % Gk B AT R S AL 450 R, CXCL12 - CX-
CR4 - CXCR7 B¢ 2 2 R W e #4558 & B CX-
CL12 - CXCR4 - CXCR7 %l 3% & i & S0 Z 16 AR M
A, HEAHLH R A+ 4 T . CXCR7 Z ik
T CXCL12 B0 J5 /= A AN R RIS 5l i, JF T 522
i CXCR4 JE s i1 1) 55— R AR 3% 3 CXCLI12 i
IR R o BT 1 = N o o1 o R R R B
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125 CXCLI12 451 B 40 40 B 04 A7 15 B2 ) 9 52 40
MIITH , oAb, 38 9F 52 CXCR7 2 — A ik 48 W Sl sk
T FE RAE SR BB VE T 4B R T o A B A B
255 T ¥R I e 1 9 R TR R B e M E R
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HLA R e R 1507 T 9 TR ARS8 SR i
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- 46 -
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BN B2 A0 CXCRT 4 3k R J 2R 1 2 56 g2 oG B A
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R 5 — 52 FE 20hE B D AR B 405 /0 B ARG I )
FEIR AL e B AZ 8 A1 21k CXCR7 &3k b B
BYEE , H Pearson #1437 B 78 CXCR7mRNA 3%
S R IME ALT  AST 33k 5 0F #H 26, A8 b fa 34 3%
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[vi) B 38476 ML AAR PR FE B R T AL, (H B AR B IR N 2 LU
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ZEBNERFEZIEERESY OSAHS
B W8 2 PR B3 0

AL Bk E@h MK X 2 R B BRRT AEBE B & X467
M E BN HITLHSIERFSIEEE S (n - CPAP) X OSAHS &K B LR FE M, Fix WHEIRITH M EE S

2 RN P (PSG) M 10 5% B0 PR B AR OB 2 o v VS OSAHS 3 3R BC1R) 22 SR BB 27 i, i s M E n - CPAP 37 R G
BUPR B BCR YA 1 0 B MBI CANP) (B3 (PRA) (i 555K R 1T (Ang 11 ) (B[S M (ALD) K- £58R (B OSAHS
IR 22 PR R 25 n - CPAP AT JE IO B BPR IBUR ML 3K ANP 7K S 583497 547 W1 0 B (4399128 913.30 £94.33 5 631.67
+180.07m1,3.63 £0.69 5 1.85 +0.77 Y/ .0.19 0. 11 5 0. 14 £0.05ng/ml, P <0.05) , i3 PRA Angll \ALD /K F W] &
AEA[2.34 £2.03 5 2.24 £2.04ng/(ml - h) \75.81 £62.73 55 86.23 +86.59pg/ml,0.13 £0.04 5 0.12 =0. 04ng/ml,P >0.05] .
ANP [ AR 55 0 DR o 5 R (B PR D A UR ) A5t B 35 AR G A O R B0 03] 0 0.60 0. 86 (P 4 <0.01) o £5i  n - CPAP figiX
% OSAHS 2% 7 6] £ AR, HHLH 7T R85 MR I ANP KSE A 6, 515 % - 5 S9K 2 (RAS) R XA R B .
KA BRI IOE LA R 2R 2 R O RS I Rl T

Effect of Treatment with Nasal Continuous Positive Airway Pressure on Nocturnal Polyuria in Patients with Obstructive Sleep Apnea Hypop-
Zheng Yanwen ,Qin Guangyue ,Huang Qingdong ,et al. Zhejiang Chinese Medical University ,Zhejiang 310053 , China

nea Syndrome.

Abstract Objective To investigate the effect of treatment with nasal continuous positive airway pressure(n — CPAP) on nocturnal

polyuria in patients with obstructive sleep apnea hypopnea syndrome ( OSAHS). Methods Twenty seven patients with sleep snoring diag-
nosed with severe obstructive sleep apnea hypopnea syndrome accompanying with nocturnal polyuria by polysomnography figure ( PSG) mo-
nitoring and recording the nocturia output and the number of nocturia were included. The nocturia output, the number of nocturia, the
plasma atrial natriuretic peptide ( ANP), renin (PRA), angiotensin Il (Angll ), and aldosterone (ALD) level were measured and re-

corded before and after n — CPAP treatment. Results Compared with the situation before n — CPAP treatment, the situation of the noctu-

He T H < WL A B2 2 TR AT ST A BE BT H (2009A018)
VB B0 310053 BN, Wi VL Hh B 25 K2 (FRHESC) 5310013 ATIH , Wi T B2 e 0 W RE (FROLRR B0 R Bl e 28 SR (A AL IR 5% R0
SERBE)
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