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Two Key Signal Transduction Pathways of
Growth Factors and Cytokines. Liu Yongxue,
He Fuchu, Wu Zuze (Wu Chutse) (Beijing
of Radiation Medicine,
100850, China).

Abstract The Ras and JAKs-STATSs signal-
ing pathways

Institute Beijing

after growth factors and
cytokines activating their receptors respec-
tively are briefly reviewed. The signal trans-
duction of most growth factors’ receptors
with intrinsic tyrosine Kkinase activities is
through Ras protein pathway.
Otherwise, members oflJAKs and STATs

superfamilies mediate the signaling process of

achieved

cytokines’ receptors lacking intrinsic tyrosine
kinase activities. Studies on the signal trans-
duction of growth factors and cytokines are
becoming the important subjects in researches
of life sciences.

Key words growth factor, cytokine, recep-

tor, signal transduction
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1 RREHG

AR5 B (adenovirus, Ad) 2 —BE TG 4 J8 5%
B, R RUR R T Bk, EH AR 70~
90 nm, FH 14 NEHE. WHEEFE L HLAEN
# DNA 5+F, % 36 kb. HETE 4289 A BRI
BAH6MNLE, 43 M MIER, Hdvi ok
BURYBRFEFERCILRY 2 ARKS
(adenovirus type 2, Ad2) 1 5 RIER%EH (ade-
novirus type 5, Ad5)™%,

MomaE L R AL WE 1 R, RE
AN 2H B IS5 Mt S AR A Cearly genes; U35
El~E4)., HmMEMEZHBIERE (ate
genes; L1~L5, IVa2) fMiB &8 I # 7%
(VA) A 1R RERSREE OB,
7T B9 3412 R D2 B — A~ i 1 7 35 F (major
late promoter, MLP). Z:[H £ 4 P 35 2 32 1) 5K
% B E JF% (inverted terminal repeats, ITR),
EHEN EEFRAERERYIEREHE
23],

MLP late genes (L]1~15) -

E—— VA —> ITR

i L 1 L 1 Il 1 Il L

I |
ITR 10 20 30 40 50 60 70 80 90 100 (mu)

Va2 -

SN

1 RASERANEFRGNRERE

3.6 kb

BRI R AR IR LE T 80 BRI, (H %
NEEH R R BERETE S0 EREHMELLEHW
E:957:3 Rae
1.1 El XFiEH &

A% EL L TFEEA 1.0~10. 6 HH
B 847 (map unit, mu), 43§ Ela 1 E1b, H
EEAGW EHEH LR T, £5%5% DNA
—HEAEP, REBRPWIE. Ela ZE=WRER
ABEHAMER (E1b, E2, E3fILL) I KRR
A 40 B TR Ay e S o RS 0 3 S e 20 ) o 9, B
0440 D PR A A BB R s e,

BERLRE By B K DNA 290 BF 4= AR [H
105 % , BV BR B & 3 41 4h g a4 28 44
2 kb #94ME DNA. 5 T340 E1 K&K MIEA
HEEHED LBRAE 3 kb, XERA LIS
5 kb BB R B, SR, X P E1 KK —F
MRS R, HAETE 293 MMM R R, 293 48
MiZ—Frd Ad5 DNA #4bi ABRR'S MM, &
AR R R 8 22 K, TTHRME E1 KRk
e E2 ) E1 EE =T

HEl REAREHEEARENFEE D
B2 im. BEARE-IMEERSENALE
Wi, GEYBRKRES EL F RN TR SNEEE 8
B A ¥ P DT BE BORE, TR 2 WP R R
pXCX2, ZAJER AdS EHA LB 16% 3
%R 1.9~9.3 mu {845 7k B
pBR322 1, &H/ —MEASERE M Xba 1
R, BB ASNE DNA 5, 5kET
d1309 #) # A DNA 3t % % 3] 293 44 fig v,
dI309 % Ad5 B RAAK, {4 3. 7 mu b E&H —
A~ Xba | BUINL &, B IBR A0, IVSBE R 2
DHEMEEANG R DNA (R Sete. thpy (g
TE R )99 B T 5 R N B R B PR R (rescue) 3]
d1309 [ 41 A0 te.

HWARE
pFGdX1 ~ ’

Clal 59.5 ¢ 78.5 84.7 100
(2.5) Xbal / Xba 1

(3.7) I"T(78.5.84. 7)
i¢rl | 1 1 1 1 1 1 1 ;
0 IQO 40 6*0 M 100 (mu)

! EcoR 1
pXCX2 BamH [
Z S (59.5) (76.0,83.5)

AR B

B2 BRRERGHETEE

1.2 E3 XFRix#i@

E3 i FEFEH 76~86 mu, XiEFEAHIEL
WX, BRERISZETMES, BRETIREERE
FARPEH. MEEHRX ZB1.9kbH
Xba I BU] i BRI A e N 5 8, BTG
FARPIEEZ 24 4 kb B4ME DNA, IfA[ 7685
JH S0 S 10 998 2 9 AT {T 40 M Bk (40 HeLa 5% KB
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MM A

H E3 RFRXRR W BREHRENREE
A HE1R & MEAEE (E2 EH), g —14
155 E3 M3 X ¢ FokL, il 2 189 pFGdX T,
ZIRRL AR B E A Y 40 %74 (A 59. 5 mu
F| 100 mu KB, HEBRT S E3 FIl, &F
—A R Xba I BBV . FERSME DNA
AR EEMAS L, R 5RKREEEA 0~
76 mu fJ EcoR 1 B K Be3bit 3, ZEAMMI A
BIW A EAR, B PR EEE, RS EA .

FE LR A, HMIREE R i 2Rk E HAR
MIEATOLAAENE3)F (Ela 5 E3 B3+
Rz, {BHR]d HAth S 3 FIK3h, WEERE
SEHE —NREEH K AL, FESMEER 8
LR AL BT, B R #E (CMV)
1. B E MLP 5. 7fEAMEEE M TIFE &
SV40 1l polyA BF S, AHKREBEMNLEH
RHEFFNRRE -FEASFY. &5, B3
(g IR AR (] 36 3k B (7 41 21 A N A4 R R B
R s, AT MBEMBEARTE, ¥
BB B E 4 E1 f1E3 3455, ATidEA
Bk (9 7kb) WSMNEERE FB®.

R EREA R RN R A R
HEAREETR. ML, Graham PpAYRKRET
B—Frik. fTEEMB T BB pIM17, %
Tk H PR LY d1309 FEFEHA AL, £F 3. 7 mu &b
HWA—A 4.3 kb @y pBRX Jiki. BT pJM17
L A 25 3 RS B A 5E P A B K DNA B R4S
2 kb, BAFEERREERE. A, pIMI7T 5
&F AdS AR A BOR LA Jund, RRIE LR IR E
AR RN . FBEX—HAR, ¥
¥irZMERRBAZEL XK, AmBHEH
SREERE G EHRBR M. A ALY o]
NHET 55—k pFG173, J5 1 E3 MHir
ARIEERA, LI E S B R 4%
HRiaE DNA fEA. FAFEMHREYATE
A YIRS AL TR R A AL X R
A TREEEATRAZT (H pFG173)
R ARME (H pIM17), T H, — B HRE Y/
FORL, R DNA [ 440 F1Ee U] vl 4.

2 EERRERFSEFRETHR

BRAR B B B R RN A T IER, B
EEZMERGTHEMER T BEET.
%41, Rosenfeld SF-"HET FH A ol HiRE
H i (al-antitrypsin, «lAT) F[E ) E A RRKR
% (Ad-o«1AT), AE#7E CHO 40 fdF HeLa 4
Mtk 5 A «lAT BEH. B ERRA, MRS
B E Ad-«1AT 2 d J5, BPefZER AN
«lAT #FY, A AT BEANKREE SRS
A, HAWH A AT B/ EWEE. i1
FAEEHTEMERE A ANBESELE
RE4E T 5 A F (cysticfibrosis transmembrane
conductance regulator, CFTR) ¢cDNA fJEH
B 8 Ad-CFTR'™, I DLREGL b 57 4 i gE ik
A CFTR mRNA fMI&EH, F A4 IE cAMP 4
S4 Cl BEBRE. ¥ Ad-CFTR FAMBSE
W 2d g, M EERIAE A CFTR 2EH KA, |
gk 6 f&. AL CFTR Pk eSS 11~
14 d A[K:ME| A CFTR &EH.

E AL B ERILES AT 9 AMP 53R F 1t
WOE, 1 AT IR A N A BB IS, Gomez-
Foix SV T & F ULEE R B8R L B8 cDNA
MEARMNE, BREEFHMFARéd R, *
AMP ¥7E R B R B BR AL ER IR YRS 0 46 1%, W
T AF 40 B &1 Xt 25057 490 & 48 TR K A B . i BE T
120 AT LI R R AR BOm #E T 2 E 1RTT

A% B F i BE I A 1 X 2 [ 2848 fir 3K
Kay B HMBTEEREFXNELARFE
]k, HEMEPMAN B RATTIKRES, M
WHET X B9 0 F 2 1EH i M KK F
300% , IR BH TENE REJILRFMEKHA
T XARBEF GG TR, HEFXHIETHREK
FrRegE1~2 1 H.

Chen %t MR IH , 4% B K 52 1) FE 4 1 X 10
Co M 22 B¢ BUR 40 s b 2 84, 8 d J&y B
3X 10* ¥ B AR 2 i TR 2 R Y LA
Fi9% 8 (ADV/RSV-tk) BRI ST B a4, R
JE/ANRA 9-(1,3-Z%-2-HA P B S B
(ganciclovir) J8¥7 6 d, MEFHE 20 d 5 HLE _



1996; 23 (1) £ F 54 DHEHR

Prog. Biochem. Biophys. 11 -

BRIBEY K/ R TT 4L B X A AR ) R
ZHH9 1/23, MR iRFR4E/NE] 1/500.

Denefle "2 #1386, ¥ A#HHIEEH (apo-
lipoprotein, apo)A-1 ZE[K 5 28 5| 3 0 B8 L {K
T, —KEE/DNBEE 10" pfu BAFE, TN
BULIK AN apoA-1 Ik FE B EFHE, BEREF
B S EUE.

Herz fl Gerard"™ M T &5 A EEJE
FEHZE (ow density lipoprotein receptor,
LDLR) ZHpy EHBRWHBFRMAE (AACMV-
LDLR), BRY: 32k ik ps CHO (IdIA7) 4BMd, AT
K 2 40 M &9 LDLR o) B . 1E % /) Bl 8 &
AdCMV-LDLR 4 d 5, if# LDLR £iA G &
BRI, I3 AH B B vk B (B PR AR, "“I-LDL ik
XA 10 45. 2 LDLR G855
PG T, AT 90 %% iy BF 52 5 40 MY
TR B AR, Ishibashi Z09RM 2
T &AM LDLR cDNA W EHE K3, &
LDLR™ /NEES 4 d J5, FFRERE S K0
56 LDLR, "I-VLDL (&R KB 8 & T Xt B8
24, I3 7 IDL/LDL S:% % (& LDLR H B Fr
O HE, MEBEAKREER.

3 R 22,

SEMREREAR, BREREEFS
ZMIFHM A : a. BRBRTHEMNEE, Bt
B AR IERT S, REEEAEHR
K, SMEEEHA K BRIEREESES HILA
FABE — AR, REEE A5
THEH DNA B AREE, FEEZHRHAMN
REm R M. b. TR, 768 A B 4H
PR EZAFRRENES, REAKLSA
OB R A EEENBER. A, Ade
MAd7 FREEXEMEHACH 20 KE, EH
Z2N. o BREFEERAKK 36kb), if
ARRFBAMNEREEBH K, BHig L, BREX
Wi 75 (ER0T MEEEARNFER (L3
W) G BRI EF A (29 35 kb) HRER
SRR BT EAR. E T4 #0034k H 4K DNA
WABRRAK 7.5 kb. d. IRFEE EHME Y

JHZs BRT ATAE R TE AN O GE A ASh, A T]
RO AT AR B L I P A 4 A ISP LA A
MR TURMRE LM AGAR, LHEEY
& BRIEEERRY N T R0 MR 7 AL T IR IR Y
TESHERATRE, BT 40
FRERME . o MBPRIIMWERRKE, R
T B IRA B R SN R E R B B B 4R A
Fo HFEEHEARAGRREREN.E
E][lwﬂ.is.ls.ls"_‘

L3RR TR B 2O R PE T R
B B B IR S B T R R AR
VBRI, MR & E A BEAE .
KA By AT {2 JE S 29 7] 28 78 R A B4 % fE
AEARREREITERGT. o, —&
RPEROR, MREAE SUR AR, TR
AR R SR EEAETT, HREE T EE
ON S 7R 440 PR DA o) SR i = ke e R 4 D A 8 I
B )1 ed,

SR, K EA R BT IZ Y H IR K
B - EFRHERESER.F R
' HAM R A SRR R BRERN, XA
i, BMFEE—MBENBRE, HE
3 i fa 3 o 42 ik S X Ela Th 88 DL 53 AR &2 ) Bk
., BER, RARRENTERREEREE
A BB A BAME A S S S B 4R
EHY. BRG] AR RAR
AREYEEE Y, TEEEAREAGR
ik, RARREHARTEM. 1, %S
20 Al PR B B 2R 0 R ¥ T R A X i A
M SRR R . 2, M dEE s
BEAMBERERE GRS TR, Bh%E
RN T ER R IE. B, IE% A LDL 2
FERCZZ I AE R EFMARe X, ArRE
FEE MR TURM R RE R Y, HER
MEANAIMEEARTRIETENRER
UL =, BEARREREREBAINEER
REEEAKPREMAERE. Biel, B
FEEFMAREER, WEXRRESTEE
FHEAS, HREEAMRIEUREA. B—HE,
WLEES, SEARIVBRERBERERY
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BESEARRRG, BEHERRERIEA 109
VU, B AR AR R A R RS v e
AFFRWARSSE FFH—-BFAHMAK,
WRERZ 2 & R a kg A S B, &
AR AR BREER R A TR 8iE
HIEEXTHEZ I B M (tropism) B9RRAH, BRA
R EN Z ARG EAMN, Rk
HEAH e aED B ARRFRRE
U, HOERAR Bk 5 A X 2K 40 i
EULEE, BAEE N A X MR A AR
DR ARAGR Y RE T, KRR E e 4
FRTEIE W A AR TR o BEAKCY-. B, ZEBE R A 6y
BEAITF, MU B A TR R 2 5 T
T2 T 25 b TR A R i R () BT IR A SR
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Adenovirus Vectors and Their Applications in
the Studies of

Chuancang, Fan

Gene Therapy. Jiang

Leming ( Atherosclerosis
Research Center, Nanjing Medical University,
Nanjing 210029, China).

Abstract The adenovirus vectors have begun
to show importance in the researches of gene
therapy, and have therefore attracted the
attention of public. A fuller description is
given on the basic structure of adenovirus
genome, the classification and the construc-
tion of the adenovirus vectors, the applica-
tions of the recombinant adenovirus, as well
as their advantages and disadvantages in use
of gene therapy.
Key words adenovirus,

gene therapy,

expressional vector
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