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BRR &= al B RIHE

FHE RXE

A

L KA RFE %0, BiM 310027)

BE  MEEol AVRAY—FEEERK, BHCATFLAE. ARFARAEHNAE. £

KRG . EHEARSH T+ oFE,

—RBAIA A BA B BT

. WAMRE al A . AMBIRE KL R #ATEE, FELMRE ol EEYHE L

ARG F AR A e
x#im MR Fal: EYRNATY

1966 £, MR F(thymosin) B KRN, %
BESDRMNNFRRRIRE, FREMNEPN
AYpEvE. BEGRIBTAIRET, 3 MR b B 40 i By
3, R—REZRBENRRESY), MHPHES A
(thymosin fraction 5, TF-5)B& A EE. H+, TF-5
SRR S o 5 £ E K B 45 i Hi (isoelectric point, pI)
KA =2: pl T 5.0 FABRE o, I+ T
5.0~7.0 B BIRRE B, TKT 7.0 AIN4 BEARZ v

R E ad, N ol (thymosin o,
Ta) TR AEAN . Tal BR—HREHRIEEERN
LK, B 28 NMEEMRAM, pIEN4.2, H
Xt FEA3108, HATHPRER. ¥HER
BRI BERAER. HEERFSIN NH,-Ser-Asp-
Ala-Ala-Val-Asp-Thr-Ser-Ser-Glu-Ile-Thr-Thr-Lys-
Asp-Leu-Lys-Glu-Lys-Lys-Glu-Val-Val-Glu-Glu-Ala-Glu-
Asn-COOH"?, Tol BHJiET B FA#EHT ML
%, WTF-5 94 EE3, B RXABMEREMES
FRE BBARSB, MAL=HESRAREERENED
A .

1 Tol 899 %

Tal REEEMRFE, TEZSATHILY
FIRAR. PR, B, . M. MBF AR AR
h, ERBPRERE. Tal E&MHARABEHH
FAREWHMEE. ATal B35k, 4. BEs)
YK Tol EBRERIFEREE. FIFH NCBI. PIR X
SWISS-PROT % E HAEIEE, *FCAH Tal #AT
RAFAFSER, RANKBTERIWEILIY, K
BARMER Tal HEERAREERFED.

FIA g RRRETUEEAR, KN Tal £AM

I PR % A

HOf -
KGHE -

MsD sVDts

E1 TEIH Tal BFSISHT
FF5|%k¥: NCBI. PIR % SWISS-PROT ¥iEfE, FH%KH:

Genedoc.

ttKDLK K Ke VEEaEN

fii b & — i e £ T3 T R KB L R A
TERE KRR I BE AP EfERT, Tol FH
b B B ML I B B BESE R T T . S 4h, 7R
FEMI AR - BB AL R L R A R R LR
WPt AFTE Tal BFEKFRIE. A, Tol BE
et MR AERE, AR AR
MCF-7(5 4 40 i) % %5 o R Al L (Gl oy 4 By - M
BEEMLE, Tal MREKFEMBRVIREFAT
B, RO Tol BFEXMEEYRIR. jEH A
BER Tal FEBRFEZ —, BUFRTE Tal BRZRZ
TR RRZ. AR, BEEHEHRTRER
17 Toul B FETRIR, X5 Tol KFEBIT
B Rk A0 B e S T A T A Tol S — 3

2 Tol {fERHEI

H AT Tal BAEFBUEAR+4 T M. ZE4N
SRS ER P, Tol 3THRETFINS. HEHHE
MRS R EAR B W, BANE

W H#: 2005-03-21 B2 H#: 2005-05-12
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ry

iR

HHT R

AN BB T 40 M

KL

EFES L

\ CD;‘
TCRhigh

A1 FE 9k B2 4 P
CDy" —_—>
TCR™®"

BSR4

E2 Tol ZEMARMEEEE HHIIERS

H AW N 1T (biological response modifier, BRM)
TAPoIE AR
2.1 Tol *HRAMETETHER

JAT R PP T, 16 T M2 b sl
SRR REREEN. BN, BERELT
5% 1160 J 40 L &8 s 1 o A0 A BB R SR A e,
R ETNE N TR AL BR . SR F R BER T4 e
LU RS R A e T (R 2), ok BidfE
Fi: (Db T 90 fu 3248 (T-cell receptor, TCR) At
U HE: (2)FEPERA], BT R A a) i ) i iR 58 5
J 1) B 2R 25 52 A W) (major hisocompatibility
complex, MHC) 731 ) i i 4 i A e dh A& JF R A
R (3)BIMEERE, ANEEE M EHE SN TCR
WARERH T & PR /MHC & 45400 1) 16 g 40 i 3
A1 M T M0V B

Toul T T KA T, MiisEm T 415
FREDNREMI LI, Tol REMSHEPIHLZEKFL (dexame-
thasone, DEX) /& CD, F/AMI{ER], W] CD,*CDy* X
FHPE AR A R T, AN fs & e, 1R
Fa g N, Roy Z5OFFH Tal KHEHL/ G R -
MERFE AT, HR Tol WiEHESHSH
PR N IE AL T 85 11385 C(protein kinase C, PKC),
TS B0 B A TR (B bax . bad) F A B AR
KT R B & bel-2 FE R 25k 1B 15K LTt
2.2 Tol {5 BRM B91ERHLHI

Tol HA BRMKZRE, HAERILHI A Oldham
AW I R U 5T BE S R AR R, I BN AL
(1) Tal WPk E T I DIEE, FFIEHERE T 414
HISESE . MR R 2R = A, AT 3 53 AL A
X IR S s N B e s (2) BRI AL, R
18 A SR AN I S8 O 5 (3) 2 33k e o 4 B 1Y) 43 4L

FRCR, AR G A A R A (4 BkERfk
7 T8O B EINE AL .

— AR, Toul 38 ) 2 A ke S I R A i 1)
ERL, RE N Z AR R A RN b . HIEd &
BY, Tol WJ45&hE s iR iz 0k, b ika%
LIS E] Tol by /0 BRI LA e R A A o0,
715k, Tol A5 TR (EN)SZAR . i M i Ik
(vasoactive intestinal peptide, VIP) AR5 K L4545,
FEXT R BRI BRI AS 1Y 38 200 i A K B 4 S ot vk 1
AN M A MR TR R L, Tol B 5 VP
TN R G R AR EAER . X Tol (275 &
HN BB AT 44T, RILHY VIP 2k k4
K KA A 2 i R R AR, sG], Tal
& VIP FEMFEPUA. {H Tol 58538 1 54 fhz
&5 G AR R YE, AT FE R .

FHATINA, BIRE R A5 3 M3 W i o —
f5AE, T SE AT Be AR A R AR I8 S S5 AE, AR
FRFCMME —EEN ST Tol MIEFEM. 7
WM F RN, IR A e A AR R A% T & Ca> 1)
Z by, i JUERF R AR IR R VUG ER . IR
WL, PKC HRTHES 5 T ibid F1™. Moody 5!
KIL, Tol S50 F= &40 & 45 &, Rl
Ja FRE AL A VURTR, AmHEI T R #H AR, [
W, BERERE A, AN AN T Tol B (5F.
2.3 Tol HHZERFETFT

Tol AMUAES RS A RS b B A %% 8 55 1)
e, TEPRKMAEREPUARIL, FRETEE
YEM . HadRiE, MR UIBRAR 2 B0 B ez 8
05, G 7 M R R R S R ) R . S Ak
e oRuo, B EoR, Tol RERSIIG s S/ S
WA, W P42/44 MAPK #53)), {HH A4 Tal



S b A

SEREA S I 45 ol F TR

623

e R DR IR A UEHESSTH 1§ PN I S A Ep T i
FJCANAY 2 2 AR P0G 11 R RS ) 34 e o 4 1
i A(proteion kinase A, PKA)F1PKC T if§ 5. Yang
SO, W) A 1.0 pg/ml A2 10 pg/ml (1 Tocl £
e A HLE UE 11 A2 Ar E 8 fil 5 1L T (spontaneous
excitatory postsynaptic current, SEPSC), ttigzhLL
U2 WS AT A R AMPA MEES s M Tod W% 4 10
pg/ml I, L{LJqumbwﬁmw¢Wﬁ&
ik fi HL 94t (miniature spontaneous excitatory postsyn-
aptic current, mEPSC), AN B Ly Fl 223 2l (1)
FOFA AT . Yang ik N, Toal 5 7
LU P ER Al 3, T RE s R P2 R G
28 7 WA A1 PR TV D) T

Toul by es P 3 i F 48] B AH B AR RS H AT
FURH e 0 N T BT A O v A7 AT TR
Tal FEIK, )’."fﬁ‘nmt}t KRGS ST e B P )
FURIL, Tol BEA T el M AR /K V52 ma it B 1 iR
JZ I # (adrenocorti-cotropic hormone, ACTH). {i¢
FL # (pro-lactin, PRL). & F R & (thyrotropin,
TSH) A #1471 (K % (luteinizing hormone, LH) ¥
Gy, BESE MRS B Toul 714 A4 F X0k % v
ST, M Tol WA 10 7 mol/L IRy, aJ HH 8 Hh a3
ACTH (PRI A TSH R T80™ AE 0T B A A 247
410 ° mol/L: ifif LH IR UL FEXS Torl AH 4%
&, M Tol WS N 10 2 mo/L WHEA W EA/EH, 1
nm%&&ﬂuwmmmw,%ﬁﬁmﬁﬁm77

o SR, A1 MAEA Tol il 40l THR.
CRH SRIH (MR AR KU =S AEA Tal W]
I ACTH. TSH. PRL R,

3 Tal BlERE A

AT, IR Tol — 8RS (1)
AR (2) SWMERTFEH, Wa-. y- T
FEAAMA % -2; 3) ST HEIFIECE, WS- H
JRWENE (5-fluorouracil, 5-FU). M BEESELIE (cyclo-
phosphamide, CY) &l ik 5 [K] F3.489.11-17]

B, Tal fERGRERHEA, BRAH %ER
WA, B R H YR SRR A .
Hitoshi USRI, Tal BEMEEESZ CY i 5 S e i
BN LI PK BL S e DhBE . S48 /DB CY[50 mg/
(kg-d)]2 K, REHEEFES Tal[30~300 pg/(kg-d)]-
PR, SEKH CD, CDg* X PH 14 i A 4 e ) %5 H
W G %5 T B 4H (P <0.05), 1T 20 Ffg 25 41 9k 2 40 iy
(cytotoxic lymphocytes, CTL) A& ik E Bl F i P A4

41 2 (lymphokine activated killer cells, LAK)[1) Pk & 1
B AL 10 14l

YA, Toul "5 IR 2 8 o A A e i A
SHENOTY MRS A L R W LA B e

TEH . K, R BIRE & AL a8 67 T
O, AU I 3 L SR R L I R
i & W omyT A%, Lau 50K 96 Wl ABIHL A -
A LZHAE MY, LAY B (famiciclovir,
FCV), mRAEZATMRYT . 25 WA, A4l
S5 NV A JE it SR AN M EH A AN A IR i, B
L EXES. HBTH 264, 8 Al opilE.
TP S — ZALTE HBV-DNA R & [ 47 %
(0.94 log10copies/ml)HH ' =532 ~£11(0.70 log 10cop-
ies/ml), L2 —4lP45 5 #1995 N+ 52 Ji i HBVeAg
FEERH, A . L IR B

ol AT 4 11 s 2217 gag 11 M HILVIIT
(LAV 8¢HIV) P8 L HATRYEPES . A7 AN AIX n]
REA R T8I AIDS J 17, X A IX 6 [ Yt bxt HIV i
BRSNS OB o K5 Tol H -1 197 84 7 )
ARG KW, HhEL A 1 HIV Mg BHPEw A

HaT, Tol HF LRI RIRIART 7 S
B 15 AN E R SR AGHE, A, HAB D
HENHIIGIR, T Tod ¥697 N AH 28 O A B sk
NGRS 4 ANEFR R L, ARG L5
SHEN 2 WA 3 IR, Toul 3697 o 6 56 & & JF
GH 2 B IR ST,

4 Tol HIEETIZ
FTIS5 5 BRI TS (TR A

/N B A S BGRAT A B SR S, P2
B R R YR B, R AR SN L RO

¥, BT Tol & N i S 28 Ik, i &)
AR, P AT IE$ 98% LU 1L, JFEH T
b ISR 1] )7 P

BT AIZURRUE B, A TG 2847 n)
KEHG, HET-MMgE T, LG TR
FIAN—E &M, BRE T RN E 20, |
Tol RHEZEHZRNHOE, A FIRUEILAY)
k%ﬁ&?ﬁ%ﬁxﬁﬁ KA G AL R RE 7 ik
REAREXL, BEFEXEE, v

Eﬂ?ﬁﬁﬁfﬁﬁ’ﬂéﬁﬁ%ﬁ?ﬁﬂﬁﬂ, A AR L
FRETEEBRTS,  SH AT 3 LR il 75 Rk R
HRPE DLide, # Toul b5 JLAR AT RF R S GE 1) Mg 521 T i
GRIE, FEYRARRNRIELE, JHER Ty
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BRGE RGN . RN, BTRERIA LS
R VMBRE, e iEB R, WRT Y
FEKBHAMBEANTFRW . difh S,

BAl, Tol SRERE. BEMEREES
ST RIE. HPUKBHEARRHIREEAR

EEBRYG SRR T P A IERM = B AEE,
iR RE, REREALBEED. A
ST Tal FAESMALCEAME, KER
REBEWMTHEEMAED, ZEARSEALRERD
H140%. [FEE, FIFEBT&VEH CNBr #EA S, 3K
3N HGsh/b 2B, T CimE—MRBLEBAE
B Tal KLY, FEHELALEREFESKA Tal
MM MEYE. b T84 CNBr SIS S, Bkt
HEMR/INIBREIRER, KB5S RA
Tol BB S MERSER . (Hi%ERETA K CNBr
%, MEEH—PRE. BHPHEPHMAT Tal
525 Bt H K -S- ¥ #5 B (glutathione S-transferase, GST)
ERBFEFHIBARE. BTXHATKBTER
R FSFRRKER, ™MURE T Tal mRNA /)
BRSE, AR E T RkBEEHEEIBRI
i, EMEFARAREBRENRE. 2KBEE,
Tal-GST MAEANREIELH THARBEAMN
35% £, W GST W PHEHAREKFE. £/
RIS T Tal -IFNo-2b @4 & A FERA R
ik, ALHEELRERAN24.5%.

R 5 s ] FURL pPICIK 5 S kR 5%
$I pPIC3.5K/hTal-RP ¥ & F ik Fikl pPICIK/S-
hTol-RP, HE4LZ HEREEEE GS115 R+, G418
TEREEE NEEEK. FHTFEESXRE, §

FHEWAI 200 15 mg K EEB . RIGSCHE
T ANMREAEBREEANA pBK-Tal, HHRTH
XoF N4 P i 9k 2 40 PR 4 7% i M Y s

FAk, ARULFCE SR Tol BRI N\ B THE iE
#(Sprirulina platensis), KRB THHUKIE.
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The Development in Thymosin a1

Gui-Xiang Qin, Xing-Guo Gong*, Jing Ji
(College of Life Sciences, Zhejiang University, Hangzhou 310027, China)

Abstract

Thymosin ol (Tal) was an immune active peptide in vivo. It was used in the treatment of

hepatitis B, hepatitis C, tumors and immune-deficiency syndrome. It was generally considered as an important biologi-

cal response modifier, though the mechanisms of Toul was still not well mastered. Here, we reviewed the distribution,

mechanism model of functions, and clinical application of Tal, and summarized its recent development in biosynthesis.

Key words

Received: March 21, 2005 Accepted: May 12, 2005

thymosin al; biological response modifier; clinical application

*Corresponding author. Tel: 86-571-87953002, E-mail: gongxg@zju.edu.cn





