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Abstract: Non—alcoholic fatty liver disease ( NAFLD ) is the most common chronic liver disease in the
world, and its incidence is gradually increasing and the age is younger. The clinical spectrum ranges from
simple steatosis and non—alcoholic steatohepatitis to fibrosis, cirrhosis and even hepatocellular carcinoma.
Acupuncture and moxibustion is a mature TCM treatment method verified by long—term medical practice
and has been widely used to prevent and treat various diseases. Previous studies have provided increasing
evidence on the effectiveness and mechanisms of acupuncture in the treatment of NAFLD. Here, it reviewed
the latest progress of acupuncture and moxibustion in the treatment of NAFLD, and discussed the relevant
mechanisms and pathways of acupuncture and moxibustion in the treatment of NAFLD, including improving
insulin resistance, improving lipid metabolism disorders in NAFLD, inhibiting inflammatory response,
regulating intestinal flora disorders in NAFLD patients, and antagonizing oxidative stress damage in NAFLD.
In addition, it described potential sirategies related to acupuncture and moxibustion for NAFLD, including
acupuncture combined with moxibustion, Baduanjin, Chinese herbal decoction, auricular point pressure
paste, Guasha, diammonium glycyrrhizinate and probiotics. In summary, the clinical use of acupuncture
and moxibustion in combination with other therapies for NAFLD may be a promising strategy.

Keywords: acupuncture ; NAFLD; pathogenesis; combination therapy

B kG 1 18 W5 M BT 9% ( non—aleoholic fatty liver 2 e hepatocellular carcinoma, HCC ) (2 ]O

disease, NAFLD ) S % BK Sy A T A5 2C I8 W5 £ BT
( metabolic associated fatty liver disease, MAFLD ),
E—FhZ Rz BRI RN, 5 S KR
(insulin resistance, IR ) Fliftf% 5 B YA, H
P FHL R 0 = B A T A M S i g U DO, IR i
AR HLAT FRAE P2 2R 2 A UL Y 7 S A5 497, FIDE b
IS SE SN o I PR 135 DA LPL 2 11 i M7 728 4 1)
B P BE WP 28 ( non—alcoholic steato hepatitis,
NASH ), — #3437l B & i 2= A4k, EE &8 v A8 )i

BEWAB ) ARA T RBHFN H (20212251)

JTAFAE NAFLD #9429 NES B g, AR s =1 4 M)E
A543 BT AT UL NAFLD F8 42 BR 585 2 4 209%~30% 1,
RI AR WT T AR, NAFLD 2248
TR A ER ISR 0y S A AR B
[ (N 24 B iR b SUAN R B T b PN 0 (2395 53
1A A b % B 2 % e 1) 7 T Y Bl A 5 B RS R N
FAHELZ T TEAAA B I X BR , 2R SR
145 %4 ( body mass index, BMI) [~ T} B I 4 Jin
BB AT 55 AR, H 22 B O i A 9 2 TPk

ER R AR (1991-), Lo, AR, BRI A1 AR5 0] < T AL AR
BHAEE  TALBIC1971-), 38 ) AR o, ARG, A LATFE A U, 2L B 1] - A R

191



27% ST L O NI B 53
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A Research Progress Report of Aerobic Exercise Improving Resistant Hypertension
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( Liaoning University of Traditional Chinese Medicine, Shenyang 110847, Liaoning, China )

Abstract: Patients with intractable hypertension ( RH ) are more likely to suffer from chronic kidney
disease, diabetes, cardiovascular disease ( CVD ), and have a higher risk of death than patients with
hypertension. Even though the patients with RH are often need to take a combination of antihypertensive
medications in help to relieve their symptoms, their blood pressure is still poorly controlled, and at the
same time, imposing a significant financial burden on society. Blood pressure elevation in RH patients is
attributed to increased activation of the renin—angiotensin—aldosterone system ( RAAS ), higher sympathetic
nervous system activity, and elevated levels of endothelin—1 ( ET—1 ). Additionally, obesity and obstructive
sleep apnea syndrome ( OSAS ), which are seem to be the closely relative factors to resistant hypertension,
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