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MEFFRERBE:
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— & atherosclerosis & & dn 2 7% % (Kannel & McGee, 1979) « % & 6955 K 18 A ik a0
# atherosclerotic lesions and plasma ¥ (Wang ef al, 1989) « 3 % 95 £ 43 8 & 45
atherosclerosis £ low density lipoprotein (LDL)&5:8 8454 B, st o & 3t AAL A SEE I A 1R
16 4% (Paget ef al, 1998; Hussein er al, 1997; Toborek er al., 1995) - A5 & i& 2.4t (lipid
peroxidation) =] A& & #& fk A B 5 69 o % 7 89 — R B 42(Wolff et al, 1990; Faure ef al, 1993;
Peuchant et al., 1997)° 4% fis 51 45 49 & mAZ4£ % 5 B /£ 85 malondialdehyse (MDA, 2 A5 % #&
ALt 69 £ 4) 40 oL insulin M e B S A E R BB T, BRBEA EH AR T MDA 495

# bh R 36 B AT iR (Peuchant er al, 1997; Mukherjee ef al., 1998) - BE & 4 94 4,6 & A(ie. |
superoxide, hydrogen peroxide (HO,), & hydroxyl radical = #5,% 4 & # protein glycation
(Gillery er al., 1988; Baynes, 1991) 2, # & glucose autoxidation (Hunt ez al., 1990)- % 45 5. 5% &, &4
4 3P, 7T superoxide 24 5 H,0, &4 superoxide dimutase (SOD)R =T ## H.0, 3245 A H,O
& catalase F= glutathion peroxidase (GPx)&4 /& 1% & 83 28 &9 &7 £ % £ £ &9 4 (Loven et al., 1996;
Wohaieb & Godin, 1987) » 7 5h ey 3k F 12 6930 848 % %, 40 Vitamine E, glutathion etc., 7774 &
{54948 % (Vandewouder ef al., 1987; Uzel et al., 1987, Bono et al., 1987) -

SHEEE 1971 FHEFTTHMAE aloxan 3| 5 &8 EB S (B 7 IDDM) & & 4
(Rodriguez-Lopez & Lopez-Quijada, 1971) » #¢ B T2 B A — b SALGEE /7 A 4piiss
5 T HARHT I AS 18 £4b4 MDA 4 3945(Singh er al, 1998) « B gh, F X3+ L) B e 2 48
ZROGRRLERYERER RO CERRER T TE B RalEEEEmY LTS
B#8 Fr % &) atherosclerosis &9 B -, Bp 4z fo 3K F 45 SOD v GPx 9 75Mk & & F @y ik £ 2huke
BRASHA R LR TR ERRRS B0 AT B EBH atherosclerosis 49 B
-T‘,J?FFE‘I-?% BT LR A RR SRR o BRSbZ I, % BB T LA A 5
— ey AEEE A - fi%iﬁ%tﬁdb%éﬁ%i?*@%%% Bk - ME—FHT/HRZE
BEFABRECERGRLERDERAR AOVERARESaBE AL ERIEA LI E
atherosclerosis & Bl -F & ML 4 H LB HAEH - |

Ci R
1. Animals: Insulm—dependent diabetic (IDDM) and non-insulin dependent dlabenc (NIDDM)
rats can be induced by injecting streptocozocin (STZ) to 5-6 weeks and neonatal rats,
respectively.  Both models and control animals will be included in this study. About 3-5-
weeks after the injectibn of STZ to the rats, their blood glucose will be checked prior to the



following experiments.

7l & A AT MR (Glucose Tolerance test): sbE#HTAREEE I E —BAE — a2l b
5k 7%, endogenous insulin ¥} glucose challenge = & &, L& g.;-‘i:}ﬁ;;'gﬁ HUEE A4
FBZAH - RAIRNG M FRB 12 SR L8R, ARE R a TR EEEE %L
BT -BENRE# (lgke ip), 24 E8R 30 »EA— R THAHHLEE, Gola
FRHEMREREES RO PHEWREGRE - AL EpeE, Emanns s —
R T FHBRELERT, V0B BB R THEBLE, 24445 —
BEGHEHE, 2R FWoR LR -

o #2334 (Basal Glucose Level): s B 5T A RABREY T T 412 5 R iF - 2R
MBI AR TE — RO T HHEREREBLT B Fah 8, 60 544 B — ke

£ =
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B & F 8 MR K (Insulin Sensitivity Test), L BB T A A K LM 2 5 4 jo 2%
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Conventional oral hypoglycemic drug (glybenclamide 2.5 mg/kg) prevented blood glucose

raise after a single dose of glucose (1 mg/kg) challenge at time of 30 min. Low dose (75 mg/kg)

of acute Chlorella pyrenoidosa also suppressed the glucose challenge, but this was not seen in the

high dose (100 mg/kg) of Chlorella treatment in normal mice.

Although acute treatment of 100 mg/kg Chlorella did not produce any significant effects on

blood glucose level after acute glucose challenge, sub-chronic (two weeks) treatment of Chlorella

reduced blood glucose level at time 90 min after glucose treatment. Therefore I chose dose of 100

mg/kg as the standard dose for further experiments.

Hypoglycemic effects of glybenclamide were seen 90 min after the acute treatment. The

treatment of Chlorella only produced a transient decreasing effect on BGL at time 90 min in high
dose (100 mg/kg) but not in low dose (75 mg/kg). Thus, Chlorella does not produce a significant

hypoglycemic effect as that of glybenclamide.

The basal glucose levels (BGL) of STZ mice were much higher than normal and shunt STZ
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mice, respectively. The BGL decreased to near the level of normal mice 90 min after a single
dose of Chlorella (100 mg/kg) in STZ mice. The hypoglycemic effects sustained for the whole
period of experimental time (i.e. 180 min after the initial treatment).

In normal mice, both doses of Chlorella and glybenclamide prolonged the hypoglycemic
effects of exogenous insulin for at least 60 min.

Untreated STZ mice did not response to insulin injections whereas those Chlorella-treated
STZ mice produced a dramatically change in their blood glucose after the treatment of insulin.
The hypoglycemic effects of insulin were maintained for 180 min (from time 60 to 240 min).

Results indicate that Chlorella pyrenoidosa has the capacity of lowering blood glucose level.
The mechanisms involved in this observed effect are still unknown. This is consistent with the

study of Lopez & Lopez-Quijada (1971). The future work will be followed this aspect.
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