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Effects of the Low Power He-Ne IR Laser Treatment
on the Liver Damage Induced with CCl, in Rats
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This study was investigated the effects of the lower power He-Ne IR laser treatment on the changes of blood
biochemical components in the rat liver damaged by the carbon tetrachloride (CCly). The twenty one Sprague-Dawley
adult male rats weights (260118.6 g) were designed to the three groups: one control group and two experimental groups,
the experimental groups were divided into the CCly-treated groups and the laser therapy group (CCly+ Laser). The
experimental groups were injected twice with CCly (1.0 ml/kg body weight) intraperitoneal for two days. Each group
was sacrificed after two weeks irradiated with the lower power He-Ne IR laser for ten minutes per every day. The
activity of alanine aminotransferase (ALT), lactic dehydrogenase (LDH), alkaline phosphatase (ALP) and the concentration
of serum glucose treated with He-Ne IR laser groups was significantly decreased to the conrtol (treated with carbon
CCly) group. The activity of aspartate aminotransferase (AST) was decreased in the laser group but not significantly, the
concentration of the serum cholesterol in the laser group was significantly increased comparing with the control and
case control groups. In conclusion, the effect of the lower power He-Ne IR laser treatment is believed to be a possible
protective effects for CCl, induced acute hepatotoxicity in rats.
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Fig. 1. The changes of the serum ALT, AST
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Table 1. The alanine aminotransferase (ALT), aspartate aminotransferase (AST), lactic dehydrogenase (LDH) and alkaline phosphatase
(ALP) activities in serum injured rats liver by the carbon tetrachloride (IU/L)

Groups ALT LDH AlLP
con 43474321° 83.0612.48" 270.00 + 45.35° 569.70£10.05*
Hept 64.91+3.80° 96.1413.42° 616.05 + 11.34° 549.381+8.37°
Hept+ las 55.00+1.56° 92.76+2.18° 497.49 £ 9.80° 421.06£8.04°
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Table 2. The glucose, total cholesterol and triglyceride concen-
trationsin serum injured rats liver by the carbon tetrachloride

(mg/dl)

Groups Glucose Total cholesterol ~ Triglyceride
con 192.724£337°  83.031239°  80.84%4.87
Hept 227434922  79.43£1.79° 86.71£1.23%
Hept+las 197.19+328% 99.66+234°  87.17£146°

All values are Mean+SD (n=7)

2b¢ Values within a column with different superscripts are sign-
ificantly different at P<0.05 '
Con; control group, Hept; injuried liver by the carbon tetrachlor-
ide group

Hept + las; hept + treated He-Ne IR laser group

ALT; alanine aminotransferase, AST; Asparatate aminotransferase
LDH,; lactate dehydrogenase, ALP; alkaline phosphatase
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