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Hypoglycemic Effect and Mechanism of A1998——a New Steroid from Marine Origin
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Abstract

The new compound A1998, di(3B-hydroxy-androst-5-en-17-one) adipate was isolated and

modified from the marine creature of Asteras amurensis. At doses of 6.4, 19.2 and 57. 6 mg/kg (po), it can

markedly reduce blood glucose level of diabetic mice induced by alloxan or streptozotocin; increase the activi-

ties of Na*

, K*-ATPase on red cell membrane of acute senescent mice induced by AlCl;, and increase the

sensitivity of islet of Langerhans to reduce blood glucose.
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2.2 A1998 %t P 4w uE AT B/ BB IR i R
R B W . kR R ONIH & b K, B,
(20+£2) g,80 R, BEDLELFE 10 RANBRAERE
HXRA, B 70 RER 12h )5,ip HEHE
B 250 mg/kg A E,6 h J5ip 2.5 g/kg M
W, NRELE K, )5 /DR
BESYMEKK,36h FEER 12 h, AN
B AR B #% Bk B I » S i 0, 2 R (E K
F 11.1 mmol/L /MR 50 R, FEVLZ B 5
H,ME e BA A1 K. P. A&
S BH X B (R 3 AR BR4D , 3% 7] 1E H X
MR IR e, EEAZTAEM 12d. K
KEZHRBESWER 2h,/NRAEXEES
J& 1 h BR BE ¥ Bk B am , SR A il 4 W E R &
MenEaRE.ERAE 1L
F 1 A1998 o PO 8 B AT B /) B0 R 5 BB
HEm (x+s.n=10)
A5 M (mg/kg) MIEMA(mmol/L) MR

EH 1%CMC  5.87+£0.97*** -
=3t Rogd 1%CMC  22.11=1. 94 —
A1998 6.4 19.33+1.24" " 12.6
19.2 14.69%+1.52° * ~ 33.6
57.6 9.23=1.01" " " 58. 3
AR 3.9 15.73=1.28"" " 28.9

Hgmsyd AN, - P<0.01 " P<0.001

MERIERTH,HAEY A1998 6.4,
19.2.,57. 6 mg/kg REAZHABESAE /DR
IfL 7 1fn 8% B (mmol /L) 43 51 & 19. 33 £ 1. 24
(P <0.01), 14.69 & 1.52 (P < 0.001),
9.23+1.01 (P <C0.001), B & & 4 5| A
12.6%,33. 6% 58.3% . &5 & i ¥§ X R4
ML A EREBERXER NTHAFHERN
BRXEAR,

2.3 WMEREENBIBEBERBERNE
WL KEY. A REER 2L, EARERE
ERBMNEERE ERNLE 2.

RO, HikEY A1998 6.4,19. 2,
57.6 mg/kg R F 4 X X4 o P B /D R E
it 4 A (mmol /L) 2 5 A 18. 93+ 1. 20(P <<
0.001),15.49 +1.22(P<C0.001),10.46 %
0.90(P<C0.001), B % & 2 5 Kk 18.5%,
33.3%M 54. 9% . S A MmN A ML, B
ChEL2551999 HF 30 BE 1o

FEXNBEHZR . MAARAHBHERX
%
F2 A998 MEREXABARMEFAAR
MKW (xts.n=10)

a5 Mk (mg/kg) mWE(mmol/L) MEME(Y)
EXHR 1%CMC  6.18+0.88* * * —
xR 1%CMC  23.21+1.24 -
A1998 6.4 18.934£1.20" * * 18.5
19.2 15.49%1.227 "~ 33.3
57.6 10.4640.90* * * 54.9
BIAR 3.9 16.89+1.38° " * 27.2

xR, - - - P<<0. 001
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BoOARBEZFREAERER 3 K. 8KE
AEAGTEL.BEREAOENAHAN
BMAELAEnBREHBREZEAA1~1.5 mg
EOBEA.ETHLERE DMEFARE
2R A1998 X ATP BEMH MR M,

RAFoln BMEMNEES T &, 0.2
mmol/L KH,PO, M&H S HH SR PifE.

Pi {8 X 56 B A5 30 X Bt [A] 5 3 X 1 mg pr/
mlL = 8§ 3% B8 £7 (umol/L » mg « pr/h).

LBRENE Mg -ATP BiEH=Nat,
K -ATP B 15 %

RAGERBR, HLEY A1998 £ 10X
107°, 50X 107° mol/L % 5% i B &k ¥ B T RB
WM Ca®" ,Mg?"'-ATPase & (umol/L -
mg * pr/h), 4 Bk 53. 7+13. 2(P<<0. 05),
60. 3+ 14.9 (P <<0.01), HE 5 1% i Mg”' -
ATPase& ¥ (umol/L » mg « pr/h), 251k
29.44+7.0 (P<<0.05), 32.9+7.4 (P<<
0.05), BE@E¥m Na~, K*-ATPase Gt
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23 FEREA19983 ATP BEMEERANESR

Ca?+,Mg?*-ATP Mg?t-ATP
R EY®E (mL) B8 (mL)
B (mL) & (mL)
250 mmol/L Tris-HCl 0.2 0.2 0.2 0.2 0.2 0.2 0.2
50 mmol/L MgCl, 0.1 0.1 0.1 0.1 0.1 0.1 0.1
1 mol/L NaCl 0.1 0.1 0.1 0.1 0.1 0.1 0.1
150 mmol/L KCl 0.1 0.1 0.1 0.1 0.1 0.1 0.1
2 mmol/L Ouabain — 0.1 0.1 0.1 0.1 0.1 0.1
1 mmol/L CaCl, — 0.1 0.1 0.1 0.1 0.1 0.1
A1998 1075 mmol/L - 0.1 — 0.1 - 0.1 -
BEA — 0. 05 0. 05 0. 05 0. 05 0. 05 0. 05
40 mmol/L Na;ATP 0.1 0.1 0.1 0.1 0.1 0.1 0.1
H.O 0.4 0. 05 0.15 0. 05 0.15 0.15 0.25

.37 C,7K¥% 30 min,

¥4 A1998 XL MK Ca’t ,Mg** -ATPase, Na* ,K*-ATPase iFM XM (x+s,n=10)

biib ¥ Ca?*,Mg?*-ATPase Mg?*-ATPase Na*,K+-ATPase
a5 (X107 5mol/L) (umol/L « mg * pr/h) (pmol/L » mg « pr/h) (pmol/L « mg * pr/h)
y=PogEil — 39.6+14.5 23.5%5.0 15.5+2.7
A1998 1.0 41.7+£14.14 24. 6+4.92 16.8+3.04
5.0 47.1410.04 24.7+5.14 18.6+3.0"
10.0 53.7+13.2" 29.41+7.0" 21.9+4.3° "
50.0 60.3+14.9"* 32.9+7.4" 23.8+4.1"""
HaQxBAMK . 2P>0.05 "P<0.05 **P<0.01 ***P<0.001

(pmol/L » mg « pr/h), 4 Fl Kk 21.9+4.3
(P<C0.001),23.844. 1(P<0.001), 5% H
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Studies on the Anti-lipid Peroxidation of DNA from Carp Spermary

Tang Xiaoli,» Zhou Yonghong, Xu Shibo, et al. (Department of Pharmacology, Sun Yat-sen University
of Medical Sciences, Guangzhou 510089)

Abstract The anti-lipid peroxidation effect of deoxyribonucleic acid from carp spermary (CSDNA)
was studied. Results of the study showed that CSDNA could markedly inhibit either spontaneous lipid peroxi-
dation or that induced by Fe?*-Cysteine system in tissue homogenates in a dose-dependent manner within the
range of 0. 16~100 pg/mL. MDA content in the brain, heart and liver of mice reduced obviously after ig ad-

ministration of CSDNA for 15 d. Lipofuscin levels in the brain and liver of mice were significantly lowered af-

ter ig administration of CSDNA for 45 d as compared with the control.
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