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[ Abstract] To investigate the effect of electroacupuncture on lipid metabolism in rats with

nonalcoholic fatty liver disease (NAFLD). Methods 44 rats were divided into blank group and NAFLD group. The

Objective

rats in the NAFLD group were randomly selected to be given blank treatment (control) or electroacupuncture

stimulation on acupoints (EA), non-acupoints (ENA). The EA pointed to “Feng long”, “Zu sanli”, “Tai chong”

and “San yinjiao”. The ENA pointed to four points in the middle one third of the rat tails without touching the
veins. Four weeks after the treatment, serum levels of adipinectin (ADP), leptin (LEP), free fatty acids (FFA),
high density lipoprotein (HDL), low density lipoprotein (LDL), total cholesterol (TC), triglycerides (TG) of the
Results  Compared with controls, the rats with EA treatment had

significantly lower levels of serum LEP,LDL,FFA, TC and TG, and higher levels of serum ADP and HDL (P<C

rats were tested with immunoreagent.

0.05). The rats with EA treatment also experienced less fatty degeneration in hepatic tissues. Such changes were
not observed in the rats with ENA treatment (P>>0. 05). Conclusion EA (Feng long,Zu sanli, Tai chong, San

yinjiao) increases serum ADP and HDL, lowers LEP, LLDL, FFA, TC and TG, and thereby reduces lipogenesis and

liver fat deposition.
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Table 1  Changes in body mass, liver mass and liver index 9 weeks

after treatments (x=+s)

Group n Body mass Liver mass Liver igdex
(g (g) (X1073)
Blank 10 259.8+£27.6 7.0140.28 27.64+1.04
Control 10 367.6+45.6* 12.95+1.08* 35.2542.37*
EA 10 286. 4436, 24 8.05+0. 544 28.13+1.514
ENA 10 343.7+£37.1* 11.80+1.03* 34,34£2.77+

% P<C0.01, vs. blank group; AP<C0.05,vs. control and ENA group
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Fig 1 Pathological changes in liver tissues of rats on 5 weeks. HE X100

(after 4 weeks treatments). HE X100
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Fig 2 Pathological changes in liver tissues of rats on 9 weeks

1A: Blank group; 1B: NAFLD modern group; 2A: ENA group; 2B: EA group
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Table 2 Changes in serum LDL,HDL, TG.TC, FFA, ADP and LEP on 9 weeks (after 4 weeks treatments) (x=s)

Group n  LDL (mmol/L.) HDL (mmol/L.) TG (mmol/L) TC (mmol/L) FFA (pmol/L)  ADP (mg/mL) LEP (ng/mlL)
Blank 10 0.176=£0.019  1.56340. 186 0.7540.11 1.54%0.12  589.52+35.56 3.1540. 31 1.8440.15
Control 10 0.76740.120* 0.92140.125" 1.5140.22" 2.6240.25" 811.93+142.27" 2.2940.55" 3.09+0.49"
EA 10 0.407#+0.1374 1.18240.2024 1.0640. 294 2.14740.294 647.66+92. 134 3.32£0. 694 2.45+0.174
ENA 10 0.86140.067* 0.89340.098" 1.44+0.16* 2.55+0.20* 872.414151.67" 2.01+0.90" 3.17+0.20*

* P<C0.01, vs. blank group; A P<C0.01, vs. control and ENA groups
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