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Abstract The system of the photoelectric response of
( SPRBM ) is an

important system for molecular-electric research.

Capital

Bacteriorhodopsin  membrane
Based on the Hong's concept of chemical capacitance,
a functional block diagram model of SPRBM was
developed. It consists of C-capacitance and its current
source; N-capacitance and its current source; proton
transfer channel and back channel . By using this
model , a pulse response function and potential
distribution of the “Fe/ Br/ Gel/ Cu” photo- cell and its
equivalent circuit were derived.
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A Promega 7 . JI§ B AK ¥ Gt A1) Lipofectin .
RPM11640 . DMEM . G418 . Hepes, M2 Il 3§ %
MRS 40 B 4 25 9 A GIBCO/BRL 7% f. 11-2 K
R& D 2 ) /™ fh. 55 MW g (5FCyt) . PHA .
Polybrene & Sigma 7™ . mRNA & Bk 71 & 2t
eDNA 5307 & 4 Boehringer Mannheim ™ i,
1.1.2 Jfki: 9 CD JEH TR pCD, H Blaese #(
P

1.1.3  4ifi: PA317 40 I th 41 2L iR o it % 42
ik, NIH3T3 4 by Jn #0540, T k2 40 e
HE /) BUBLIE .

1.4 40 5% 9% W Wk 22 40 B 5% 5% R20 4
RPM 11640 Bl 20% Jif 4 L3, PA317 Al NIH3T3
M B TR DMEM N 10% 6 4= i .

1.1.5 CD KK PCR 514:  hvh B Rl Bt i
AL ARG DNA A RE A k. 5 usl: §5-
GATCTGCAAATCGTCGCCTT-3', 3 Wi 5|4: 5-
TTTTCAGCAAGCGGAACAGG-3.

1.2 FHiE

12,1 T kg ry 8555 T Wkl fe R20 15
FEM R SR, M PHA 10 mg/L; 11-2 2 bg/L.
{E37°C, 5%CO> F#H 3d )5, #5#1EA PHA.
1.2.2 305 S50 2 1A 00 2 005 B 30 B Al o )
Lipofectin /1 3 1] 2 X 56 % J7 ik pCDy ¥% %« A
PA317 4, 2 G418 Tk IR1F A e RILFR, 4
Ri 9% i AL e o A EURL. SR [3) A
VAHI NTH3T 3 20 S 000 5 905 7 L3 W L.

1.2.3 WiE SR T 1 CD FEDH B 88 K 0 ik
7624 FLH P BF AL RE 2 x 10 95 45 i 2 45 v 1
PA317/pCD, 40Mf, HiFF24 h Ja, BEHIRM, &
FLER 2% 10° T WREL40M, A R20 B350 11-
2 (2 Hg/L), polybrene WK% 4 mg/ L, 37 CH;
FE24 h G, T KON S — 24 fLh, &
LA G418 800 mg/ L EFH; 5, i 2~ 3 Rl
—R, OfiE 10~ 14 d, BPAER7GEAT G418 Hikim
T MR (fr4 R G418 T/ pCD,).
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PRI 4 BT T/ pCDy 4145 5 x 10°, §%
SCHR (4] JriEmhiR AR 4] DNA 1 AR, H CD
FER 5 S| A 3 G g AT PCRy 43 ML T A
T/ pCD 4HJfi % 5 x 10°, ] mRNA 42 B0 71 £ 2
HUmRNA, P oDNA 3% 8% 56l ) & — D vk it AT
RT-PCR, LL pCD, [f] PCR =4 4% Jg BHPEXT HE.
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90 S AR A TN 5-FCye (140 2 23 5 3847 6 I 3 4
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G0 M B T 43 A R 1) S R AT R
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%, AR RILAT IR GG ) (AL dE kL. H S
Ak lipofectin ¥ pCD, DNA 5 A L340 s PA317
i, % GAI8 ik 10d 5, T TH AR
G418 Ptk 4 o v . 1y AR % 3 1) PA317 4 i,
EAHIFREE G418 PEHI R, 5d WAMAT. &
6 N ve e, F R I AL e e 1) PA317
q Mo, H M8 EF IR, ORK N 79N H 4 B2 ( vector
producing cell, VPC). %40 M (1985 75 W5 1
FAT— KPR YL ik 70 (R B 0RE, B0 Pl 354 0 45
HIAH B RE TR 15 3. bRy b ik s
AL pCD, 3 85 L3, W JLHaEmg 5, W3k 1.
VEH I 750 B L i VPC 4 (TERE 4, 1.5 x
10° CFU/ ml)  FHF-F T 95k B 40 1 11 A e e s
¥ VPC 410 (G418" PA317/pCDy) ¥RAE ).
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mRNA $EHGR A 3R HCH T #E 41 e T/ pCh,
M) mRNA J5, H cDNA 395 5% 38 771 & kAT
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mRNA M43 45 RO B ¥E, 1 T/ pCDy 4i J2 (1)
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PEZGA), AT 3 1 % 40t 1 A% 3 4 .

Tiberghien %% 00K —Ff [ 38 36K —— .40
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T MR E 4l ik, 5 FCyt 15— Fh i
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BERS RS2 4 g CMV 195 BTG 596 07 % et 12!,
Rldk, KH HSV-tk/GCV FH4EF T Wk E 40 o 1%
P, SR T GOV EHUR EE RN, R —
HAEH] GCV, ANE GVHD AR A, &1 T ik
L0 AT K B 25 Bk, XS ORFE T R4 ML 2 i
WAL .

Joms we e Bl (CD) Ak PRR YR T K g A
P g U A K I A A U I B ) — by,
el ERETE I PUIL I 299 5 SRERE (5-FCyt) %%
0 4 L REPE K 5 SRR BERE (5 FUra), MWFLY

VDA AN T I v iz B, ARG S-FCy AN
5FUra. 5FCyt 1t o BEPUil A= 9 0% P i B 1 )

LAY MM TR, (H 5 FUra X0 L3N Y) 2 A7

MU AFHE, FE)Z A HURRALST IR, 5
FUra BIBARIN 5 e 2 IRAURIEDE B TF 8, )
R 1 0 £ R, LI I LR

TR 7% Ay It 5 0 T v g % T 12, AN 7 DN A
M. BeAh, Eitis N RNA, ik Bk bR g g
MILFE RS N RNA A2 206 RNA A5 /g .

AT SRR T T CD JEHH T #h e
AMIR; 5 FCyt A8 = B BUEYE, 5 FCyt #BEKT
1 Bmol/ L B, BIGH T/ pCDy 4 A3 %W & 1) A 1
A, M IER T WM st H T/ pCDy 4
MAE M2 G A (3~ 5 d) WM TR 8
BT MEgiiE (KT 14 d).

AWFFCRM T CD/5FCyt H ALK ARG #54
TR 25 AE
PR _EFEAER T, i B AT A 2 Fh Pt 1R 25 24K,
Kl CD/ 5 FCyt H AR R G hl 42 T # e
A0 35 1 AN 2 52 3 BRI, R T HSV-tk/
GCV #R4t.

WA M A UER] T CD/ 5 FCyt H A% K]
R AR A T WRE A . ) FRATT IE A
LSRR AE R D S ERR DLE P AR Eh )
L B IX — RGP AT 1.
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T-lymphocyte depletion of the marrow

( Department o
Medical
University,
Abstract

graft can prevent graft versus host disease ( GVHD)
effectively. T-lymphocytes of mice were transfected
with high-titer (1.5 x 10° CFU/ml) retrovirus
supernatant, and by selection with G418 positive cell
clones (T/pCD2) were obtained. PCR and RT-PCR
showed that CD gene was transferred into the T-
lymphocyte and expressed successfully. T-lymphocyte
and T/ pCD; cells were exposed to different doses of
5FCyt for various hours, and were then observed
under light microscope and the viability of these cells
MTT
assay. The

was  determined by colorimetric  cell

proliferation results showed that
retrovirus mediated CD gene transferred to T/ pCDs
cells could confer them high sensitivity to 5 FCyt,
and T/ pCD; cells exposed to >FCyt (> | Bmol/L)
can be killed. But 5FCyt was not harmful to normal
T-lymphocyte cells. The survival time of T/ pCD,
cells in the presence of SFCyt (3~ 5 d) was
significantly shorter than that of T-lymphocyte
(> 14 d).
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