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BL 82 540 H7 SLE B8 35 448 B F 57 B 4 4 AL e 0 I 3% U dsDNA ikt d & R JO #af iR i T, SLE & # PBM-
Cs )40 J A B e A L L B (9% DR IE A Z B TR EFI (3 P> 0.05), @ HYEEE K (phytohemagglutinin,
PHA) #5303 SLE 2% PBMCs 1 Go/Gy AL BIMAR (P <0. 01} S ML HIME (P <0.01) . BEH SLE BAFE
PBMCs S HEH A B (P < 0.01).E% A PBMCs £ B TH B YA, @ Bk (dexamethasone, Dex) )&,
1 130 SLE 8% PBMCs 4% 1B 4 L B T BUAS , 48 31 SLE 8.3 PBMCs Go/ G, HA LB B (P <0.001)%1 S 1k
FIBAL(P <0.001),E# A PBMCs #] Go/G: BILL FBE B (P <0.05).@ ¥E 3148 SLE B M 1% 5T dsDNA Sk
Go/Gr BIHBI R AR L (r = -0.787, P=0.001). %1 S F L BB E A% (7 =0. 855, P=0.000 1), [£i£] SLE &
# PBMCs B B i W 7E 1 R 15 1, FLm A4 AR Ee 00 1 3541 dsDNA $ikHE 2%, AT RBFH R W AR E %,
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Cell Cycle-Phase and It’s Changes of Peripheral Blood Mononuclear
Cells in Patients with Systemic Lupus Erythematosus
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Abstract: [Objective] To investigate the changes of cell eycle-phase of peripheral blood mononu-
clear cells (PBMCs) in patients with systemic lupus erythematosus (SLE) and the effects of all
changes by drugs. [Methods] The constituent ratio of different cell cycle-phase of PBMCs in patients
with active and inactive SLE and health control were examined by flow cytometric analysis. After
stimulated by phytohemagglutinin (PHA) and depressed by dexamethasone (Dex), these examinations
were repeated. The correlation between constituent ratio of different cell cycle-phrase of PBMCs and
serum anti-dsDNA antibody level were analysed. [Results} @ There were no significant difference at
the constituent ratio of different cell cycle-phase of PBMCs in SLE and health control at basal status.
@ Stimulated by PHA, the constituent ratio of phase Go/ G, of PBMCs decreased markedly in active
SLE (P <0.01), the phase S increased in active and inactive SLE (all P <0.01), and there were
no changes of PBMCs in health control. @) Depressed by Dex, the constituent ratio of phase Go/ G,
of PBMCs increased significant in inactive SLE (P < 0.001) and health control (P <0.05), the
phase S decreased in inactive SLE (P < 0.001), and there were no changes of PBMCs in active
SLE. @ In patients with active SLE, there were negative correlation between anti-dsDNA antibody lev-
el and constituent ratio of phase Go/Gi( P=0.001), there were positive correlation between an-

ti-dsDNA antibody level and constituent ratio of phase S( P =0.0001). [ Conclusion] There were
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strong latent proliferation activity of PBMCs in patients with SLE and correlation between constituent
ratio of different eell cycle-phrase of PBMCs and serum anti-dsDNA antibody level. These may be relat-
ed to the pathagenesis etiology and the course of SLE.
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FEE FF B 40 B Sk, MR MU T RER
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1.1 WRXMH

7% I B R ROE N BHE B A (2002 4R 7
A -10 )t 26 6, &3 EZEXNIBH S SLE
LWARAE B, B M R R B e i ) O B R
WE MM ELY)FH K SLEDAI ARHED /A5
HIEFHE (> 9 ) MEmBMH, HhH 14 51,5
2 ], 4 12 B, AERS 16 ~38(25 £ 6) % s BRI 12
o, R 3 H, & 9 B, ER 19~44(29£9)%, EF

XtHEZE 10 B, £, 455 18 ~ 30(23 £4) &,
HEEARENEEE, SANERER LEEH
(¥ P> 0.05),

1.2 HARSBERLE

JFE PSR # KD S mL, MBS
B BB AR 4 B 4 R i AR AR (perip-
heral blood mononuclear cells, PBMCs), B 10° 41
PEATRRI . 394 BT 4 PBMCs, A& 100 mL/L 7
A Y (B EZEH A ) B RPMI 1640 35555
(Gibeo 24 7)), VAR AMECH 10° /mL, 57 AT
W% (phytohemagglutinin, PHA, Sigma 2 7],
B 2 mg/L) M ZEAH (dexamethasone, Dex,
Sigma /2 7l , & ¥ B 10 ° mol/L) o 4B f #Y PBMCs
WASEFRA T 37°C . 5% CO. £ AF THFF 24 h 5l

HAMM, BRI iy (PBS) ¥k 2 1k, JILA 700
mL/L &EEE E 12 ~ 24 h,
1.3 WRAEEARED

B B 53R 40, LA PBS ¥ 2 ¥k, B4
BoAEE (100 wL) 10° /5 M A % ] DNA 3K
(Coulter A7, M & RNasel0 mg / L 1 propidium
iodide, PI 50 mg / L)0.5 mL, & Y64+ € 30 min, XA
P 4 A A (Coulter /A 7], PN660445 1) 4347 48 13 4%
G 10 400, 7 Multicycle % (Phoenix 2
BT A, 5 R G/ G .S.G/M i, 18
B RES R L (% ) o
1.4 IFH dsDNA HiEE

JH ELISA ¥, X% ZEUS Scientific Inc j*
o
1.5 #itFEam

Gt BUE DL & + 5 o8, N SPSS10. 0 #4740
B, 4RI Hh B T 254097 (one way ANOVA) 3FiE4T
B, AR RS cRK, XA
Pearson 3, Bl P <0.05 b B &2 FirdE,

2 % X

2.1 ERR R T Y0 A H R AR A A

T A0 M A B SR, R T AL S R REIR B
T, E% A SLE B& (EshiMmE ML) PBMCs
M A e AR ZEEES (B P>
0.05), % 1,
2.2 PHA RHSHMEHNBRNNE

Fi PHA H#JG, 1 3hil SLE &3 PBMCs B
Go/ G, WiHTH8 L BIIEAK (P <0.01), S # HLBIIE &
(P <0.01),G./M Bt BIA % B RER . E#
#5 SLE 8% PBMCs 7£ PHA RI#J5 , K Go/ G HIAN
Go/M WK R L P4 R B, T S B LBl
(P <0.01), @F# A PBMCs 7£ PHA Rl /)5, &S
MY Z S, LR 1.
2.3 Dex {E R/ ERIRT BRI

Dex i FAJ5 , 15 314 SLE B3 PBMCs Y Go/ Gy
#,S 1A G,/ M BHAH HL B OB AR B R SLE /B &
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Table 1 The constituent ratio of cell cycle-phrase (%)
Go/ Gy S G/M
Basal PHA Dex Basal PHA Dex Basal PHA Dex

Active 95.6+3.7 93.5+2.89Y96.2+3.7

3.8+3.7 5.7+2.5" 3.4+£3.8
Inactive 96.5+2.3 95.6x2.1 98.1+1.4% 2.3+1.2 3.5+1.5Y 1.3+£0.9% 1.2z1.7
Control 96.2+2.4 94.6+2.6 98.5+0.9% 2.7+2.4 3.320.7 2.0+2.7

0.7+1.2 0.8+0.8 0.4+0.4
0.9x1.5 0.6+0.9

1.1x1.6 2.2+£2.8 0.2+0.3

Compared with basal: 1) P <0.01, 2) P <0.001, 3) P <0.05

PBMCs 7E Dex 1E /5 , H Go/ Gi BB H 52 EL B 3
(P <0.001),S HILLBIBAR (P <0.001),G./M #j
LA BA B Dex B DA {# IE % A PBMCs ) Go/ G, At
MEFIEE (P <0.05),T S $F G./M a4 L
PIXTHBBRE, LE 1.
2.4 i dsDNA Hitk/K 1 PBMCs B 4844 5% tk
kB

&3 SLE B3 M dsDNA ik k¥ N E
mL(0.37+0.24) kU, 1B & TEMY SLE B &
(0.19£0.02) kKU(P <0.05), FEZhH] SLE 8% 1M
YL dsDNA $ilk K P S EMRE Go/G IR
BB A% (r=-0.787, P=0.001), 5S&EMIRA
SHALBIZE BEIFAX (r=0.855, P=0.000 1),
Z W SLE B M ¥EH dsDNA H 4k K F B ek
A AT,

3 i %

RIS RER, EEBEATRERMTEEA
PBMCs 40 FUBT AHA R EL I T B E 25, A PHA
RV, &30 SLE B ¥F PBMCs 19 Go/ Gy HA L4
K. S HILL B &, BRI AE PBMCs 4 S Hith
B ® , IE ¥ A PBMCs & B /83 5 B8 B 2 4F . PHA
RS RIBER LR D S TR 20, RIS
B4R EIRN, PHAR—MEELEH
B, SHBRBEREEA)E, BB FRERTL
% (Acase) &, MBS —RINE LA NS
S S4B (P, PKC,CAMP-PKA), {23 DNA %44
B, G A BRIETES, feSh, PHA RS S BIYE T
WEA (Th) 35 CD4OL; FAT, RATHATH TR
#* 9 ,SLE 3 PBMCs 151 CDAOL & (55 %
BiH), CD40L/CD40 HAH B 15 IR T 4 1k
MARRATFH=4, 25 B AHNE . LRk
™4, E T PBMCs R4 REIHA, X AT R 5%
CDK %A %', PHA RI# 3|4 PBMCs 40 funt4H
W%, £ SLE BEZH (Esh#imeEmyl) M SLE

BESE®AZEMES, RAXRF AR PBMCs
%t PHA BIR RA £ 5, SLE BE i PBMCs HE
SR TEEEE S, XA REAMKEARESHSR
WHR, XMFEHERITET.B HREHIIGE
BETE SLE W ARH RABEE,

R EXWE, WE31# SLE B#& PBMCs & #
FHAR LB SR, %M SLE B & PBMCs 1 Go/
Gy BARYH B L 138 5 . S A L BB ; IE % A PBM-
Cs B Go/Gi B AH LB B o WE R R ER 25 A
TIWIT B SREERR, KW LA B2 /40 fre8 5
SBRPERT G B, XEUTERAX" Y, 0
e AR ARAH AT ES (W0 cyclins,
CDKs. pRb/pl10), L i&3m&I40 8 EHIH CKI(in
p21#' \p27%#! p53), BhAh , RATAI W RHIESE , Dex B
30 PBMCs CD40L #y ik, 4k T3 PBMCs B
MARARHARE, ZTREH, AETREY SLE &
EMIE®E A, WE3hH SLE 8% PBMCs ¥ 7E 1 5
8877, 3% Dex BWE /N, HMEMFER N fFdt—%
Ht, IRATREA SLE &% PBMCs Y3 £k P9 BRBG
X, ERBRAGIT RN (BEWR /K5 F
HE—EER.

SLE AWK Z B ik, i dsDNA Hilk
ERARERRE, OAANSSLENEEMEES
X, NEW SLE B4 S 1847, IR RBRRIS sk n
BRIEIR, BRI WRRE TG M1545, £E
BAETIRKRAREF LT LHE LIRS,
RIMNWERKY, AESNYSLE 2%, KmHEH
dsDNA 5tk /KR E MR A Gos/G: B H B2 fiA
* (P <0.01) MEMRE SHLFAREME (P

<0.001); TZEMH SLE £E IEH dsDNA Hiik

K- FNEE RR 25 45 B 48 Lo B TG AR 6 ¥ o 40 P

B, HEREE G m S BiIREtk, H DNA fiEH

BB BRI I0, HE G B M BiRHBERS R

I, SHIE T. B AMATIRE (GHE T B =4 M

ERI) XRFY . RATHER, SLE & # PBMCs
(T4 % 294 W 1o page 294)
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HN%it, B PL .Gl EE WM B AR, IR
BHMEIRPHNERFRBER, X BERENE
EEX—NHOBETERERR TR,
3.2 ZFREBITXERE GCF-PGE. B# M
GCF-PGE. 5F M BB AREVMEE, EXR
REERHFTREMEER, BIEHEHMR, AWE
R, MR SERREER, CEBERDLEY K
FUSRAL Ho Al REEA FEMAERY s XTFFRABITXT
GCF-PGE, Mg, XERh FEE P AEXTIEE RS
ERBRD, XEBRTFREEFOBIAHT,
R EWE, RTERRBECRE G EMRTA
AAER. AMRETRRAMNRRERAEL, &
FRBTLABAETEEEANEENERER
BR ZRAMRERERA K EWFH, GCF-PGE,
HBREE, SEZRMOIBTREL—H,
3.3  GCF-PGE. 5SFRBIGKIEHENXR
FARLHPIILER GCF-PCE, KF5FHL
WEEEAE, BR1E MR 5 B R B B M ARiD
P, RMASLKE R LM GCF-PCGE, 5& 1K
WEFIEAXE, XTREEENEREE KPR
H, Fb, BT RARREHERALHE AN
T ERIIE , AREAT B — BB K5t B SR 2 B A BT
5, BRARFEEEER, MAGEIBA, B
I, Bk — 5T GCF-PGE, 55 2F J& i R 15 $ 8] i
XM, DTUR R II X EA, AR,
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