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[#HZE] By M- 2ie bk, Mg RIS A AR PEFF% (metabolic associated fatty liver
disease, MAFLD) B #{HEE 5E A5 WiEL (short chain fatty acids, SCFAs). AUy rkEEH A(secretory
immunoglobulin A, SIgA) X IMiEAEZ ## (l1ipopolysaccharide, LPS) HIssMa. F55k %% 72 4 MAFLD S &BENL 2
R IR A, B4 36 ). WHRALT 2590677, M AE LAl b3 a3k . EE U D Re fia b [
HAHEZE M (Alanine transaminase, ALT) . SELAE5 B (aspartate aminotransferase, AST). SH[EEE (total
cholesterol, TC) . H M =g (triglyceride, TG) #1175 % /& g & 1 0 [# E% (high density lipoprotein
cholesterol, HDL-C)]. HFIF5#FE S 2 (controlled attenuation parameter, CAP). FFIFHEE{E (liver
stiffness measurement, LSM) FIZE{# SCFAs. SIgA M Il LPS /KF. 53R 6Y7 )5, MZLiLiE ALT. AST. TC Al
TG /KPR FEAE (P<0. 05), IfiLi# HDL-C /K F-¥37H & (P<<0. 05) ; LALLM ALT, AST. TC. TG I HDL-C /K P4k
TR (P<0.05) ; P4 CAP A1 LSM ¥JBEAK (P<<0. 05), WLEZ4L CAP A1 LSM T X RE 4L (P<<0. 05) ; MLEZ 4 3
SCFAs 1 STgA 7K VB & T 55 (P<<0. 05), HLim Txf HRAL (P<<0. 05) ; ML EZ4H 1375 LPS 7K I (P<<0. 05), HAR Tt
MR (P<0.05) . £5i&  RIALWIATT MAFLD, RJ W] 2 oeat 5838 I T AE A M e AR, PRI g 107 &5 &, 34 hn
JFERE S, X AT A5 AR TH 340 SCRAs A1 STgA ZKF, FEIRIMIE LPS KFAT 5.
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[Abstract] Objective To observe the effect of moxibustion on fecal short chain fatty acids (SCFAs),
secretory immunoglobulin A (SIgA) and serum lipopolysaccharide (LPS) in patients with metabolic associated fatty
liver disease (MAFLD) based on the theory of “gut-liver axis”. Method Seventy-two patients with MAFLD were
randomly divided into a control group and an observation group, with 36 cases in each group. The control group was
treated with medication, and the observation group was treated with add-on abdominal acupoint moxibustion. The liver
function indexes [serum Alanine transaminase (ALT), aspartate aminotransferase (AST), total cholesterol (TC),
triglyceride (TG), and high density lipoprotein cholesterol (HDL-C)], liver controlled attenuation parameter (CAP),
liver stiffness measurement (LSM), fecal SCFAs and SIgA, and serum LPS levels were compared. Result After
treatment, the levels of serum ALT, AST, TC and TG in the two groups were decreased (P<<0.05), and the level of
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serum HDL-C was increased (P<<0.05). The levels of serum ALT, AST, TC, TG and HDL-C in the observation group
were better than those in the control group (P<<0.05). The CAP and LSM in the two groups were decreased (P<<0.05),
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and the CAP and LSM in the observation group were lower than those in the control group (P<<0.05). The levels of
fecal SCFAs and SIgA in the observation group were increased, and were significantly higher than those in the control
group (P<<0.05). The serum LPS level in the observation group was decreased (P<<0.05), and was lower than that in
the control group (P<<0.05). Conclusion Moxibustion combined with medication in the treatment of MAFLD can

significantly improve liver function and lipid metabolism, reduce liver fat content, and increase liver elasticity,

which may be related to the increase of fecal SCFAs and SIgA levels and the decrease of serum LPS levels.
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I BRE H A(secretory immunoglobulin A, SIghA)
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9N 2020 4FE 1 H & 2021 4F 8 HAER I i puE
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& I BRI N &, JF N g3,
SR AR BN MK TR 150 min.
2.1 xJHAZH

1 e 22 05 B8 1 T R 1 3 [ 3645 3 (Ab D) I 25
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BT HTEHGE RS IEE K 10 mL, BA4 B 3h A4
A4 B A 5E 45 TR 5 2 ¥ (alanine transaminase,
ALT) . A BL % FH [ (aspartate aminotransferase,
AST) . MJIH[EE (total cholesterol, TC) . Hih=fs
TG) A1 iy & & Jig 25 1 IH & B (high
density lipoprotein cholesterol, HDL-C) 7K.
3.1.2 FTIEZE S (controlled attenuation
parameter, CAP). FFREHH)E{E (1iver stiffness

(triglyceride,

measurement, LSM)

YBITET S KA FibroTouch ZR A1 A 2 WX I &
JHFNE CAP. LSM A&, CAP & X T 3 i iy HE AR L 1K %
W R, CAP R, F7m BT i i & ™
LM S e A s /KT, LM i e ey, 3 71 T Ok i 2
=,
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TEITJE R S B R, DU - 4y
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HTiZl e 258 SCFAs 7K1, DA S22kl STgA 7K
3. 1.4 Iy LPS /K-F
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G5 BRI 3 I3 LPS 7KF o
3.2 BtERE

iz H SPSS20. 0 B At o #r K& IEA /A (11
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KF B
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FECAL, ZE RIS E L (P>0.05) YT A, ML
& ALT. AST. TC A1 TG /K F¥F#AK (P<<0.05), MiE
HDL-C 7K F-#4 71 (P<0. 05) ; WIELLH 1M IH ALT. AST.
TC. TG A1 HDL-C 7K~F3348 TR IR (P<0.05) . £
* 1.
3.3.2 PRHIRYTHI S CAP FH LSM LL#L

YRITHT, PHZH CAP A1 LSM HL#S, Z R LGt X
(P>0.05) . Y4I7 5, P4 CAP H1 LSM ¥ B4 (P<<0. 05),
W CAP Al LSM A T X HEZH (P<<0.05) » T ILER 2.
3.3.3  WALIRYT RIS 3E(E SCFAs I STgA 7K-F LA

YBIT T, PR 3EME SCFAs M1 STgA K FEL L, 27T
Gt X (P>0.05) . (Y75, MR E(H SCFAs Al
STgA 7K FIEHH ARk (P<0. 05) ; W84 Z4{8 SCFAs Al
STgA 7KFHI & Tt (P<0.05), Him T RHHEA (P<
0.05) . TEMF* 3.
3.3.4  PRYLIRYTH IS MG LPS ZK-FLu#

YRIT T, PRALINTE LPS /K- HLEL, Z R gt &
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KT X EZH (P<0.05) o PEWLF 4.

=1 FEEFTRIBMSS ALT. AST, TC. TG F1 HDL-C 7K FLEE (X * 9

Hu BiE WA ALT/(U L") AST/(U L") TC/(mmol « L™") TG/ (mmol »L™")  HDL-C/(mmol « L")
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Med 34 , ‘ ‘ ,
VAIFJE 58.54+5.63"7  51.9246.29" 4.3840. 78" 2.0040. 48" 1.7840. 48"

v S5 RIHIEST AT A Y P<<0. 05; 5 xR 4H L P P<<0. 05,
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=2 FLEAITRIS CAP FILSMEEER (X £5)

0 Bi% B CAP/(dBem’) LSM/kPa
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0. 05,

x4 FERITEIFIE LPS /KELLE (X £ 5)

gL 34

B{I:pg-mL"’

A5 B i 1] LPS

YRIT T 55.84415. 14
X a4 33

BTG 52.74417.32

YRIT T 54.48416. 19
MEEH 34

YaIT e 35.5549. 99"

VSRR T AT ECEE ¥ P<0. 05; xR4T HEE ¥ p<
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FELEEAE G, “ ZHITEHFUL” X MAFLD K HLi
(A o e iR, G\ g i 1 5 e 45 4% T 5 850170 o 4
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5 “Hg-Rrih” BIigE RO —8E.

MAFLD F 2572 FHER, SPEE “Mm-HHm” 2%
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AR RIR, 69T 5, WALIMTE ALT. AST. TC A
TG KRR, MiE HDL-C /KP4 F i, WA i iE
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J 530, 2 i R0 B e 92 I W FF) 3 250 4, KSR g ]
BN G 9% R B D RESZ A, BEREARU P24 2RE -5 5
T E KT STeA Biak AT SRS S
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