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Liversol treatment of non-alcoholic steatohepatitis: a case report and literature review
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Abstract: Currently, the research and development of clinical therapeutic drugs with the indication of non-alcoholic
fatty liver disease (NAFLD) is active, but there is no officially approved drug on the market. It is generally
believed that the NASH patients with increased serum alanine aminotransferase (ALT), hypercholesterolemia,
hypertriglyceridemia and even elevated blood glucose level should be intervened. Life style modification and
functional medicine are the main intervened methods. This paper reported the clinical effects of a case with
NASH treated with the functional medicine product “Liversol”. Through this report and the review of relevant
literature, we hope to have a deeper understanding of NAFLD and its treatment.
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1.1 £F HBEFEIM, 1798, T20194E8H26H
T “Zh. T, ALT/REFWIERE” T3
MREXE = ANREREZHE,

1.2 Wymsk BERGETEFAIEHEFER B =
JIv S, ARMEMRIE 2, LRMA. W, X
B M. BETE . B MRk, ST R K
EARGERER . ZRER AN REBERE
R RE, UNAREEELZE (alanine
aminotransferase, ALT) JF&ANE, B, &%
JE BEERYEYT B Z IR E I R oig, it —i2
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TN BRI R B s, A INRRIR 24 5 L i B
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1.4 NIREVL 7% ABiffk: EFidRE, 18k
R, YRR RIUREEIES, O il &R
R E R . ABERALIGALT 177.4 U/L, HFE
PRI, ABtjE TURIRE2S, 160 mg,
H1k, #iLAERE. HBEERTRIT. 4G EE
AT RN, = PR B, MRS
EH, SEMIIGEALT 40 U/L, B AL RAN
NEWIHES . 10/ )5 B HRHI =71, E&ALT
3843 U/L, EBV DNA 1.70 x 10°# Jl/ml, T3 &%
F75 mg B H3KHMR, 1EFEAALT284 UL, 2/
JEHEEALT 34.7 U/L, EBV DNA 1.4 x 10°# Il /ml,
W B k2 IR B %, 485 E &WEBV DNA.
CURFIIR R 188 Jo B i S & N B, R EALT
27 U/L, AST 25.8 U/L, A /RAF. M. BET
T B Z PR, RIS B AR,
s I, WP HBE. HBEieW: JgWikF. EBR
G 3/

1.5 NIRAT276 23R 2508 E 201853 H3H
BE (15%) W “ZIEFHI0RKR” §tiz T
KEXFEERE, NFEhREIES, [fiH130/80 mmHg
(1 mmHg = 133.32 Pa) , JEFEAAZY, 5180 cm,
R 99 kg, BMERIHIZS, 0360/ min. APt )5
SEEMAE, FFThag: SIHZE13.30 pmol/L,
ALT 403.10 U/L, RITXZAIRAZEL#E (aspartate
aminotransferase, AST) 128.8 U/L, FRIFTFEIREY
K B B B E PR PR B . EBWR 8R40 e R S

Bk H (immunoglobulin, Ig) ARAH:, EBJNEAZPL
JRIgAR 1, EBJREEIgGHIVE, A FE RN (&
FE) o WRDHERREEEPERT R A B & G I, I
IRiZW R, TORIBEBG T2, B AN IEGE
RIE S, HIIRetabrly s, Hih=E:1.99 mmol/L.
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NHEE ., JEIRAR I S5 o BV A 4R A e - Al
JE1E6.2 kPa, ZHEEIMSEN345 dB/m. LHEEIR
FEMLEIT 22, 20184E3H 17H E A ALT 88.10 U/L,
AST24.10 U/L. HBeWRgkaRfrit. FEERIATT . 20184F
SHFIRINZ J1shis TR MR, 2 Wi A= R
I, ZARFFERGIATT, ALT R, A EN= /7.

201941 A31HEER “ovF. Z 3 10A7 T RFE
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=, PR . HFIhRE: ALT 423.10 U/L,
AST 128.8 U/L. APFtizWr: FFIhfesa. MeWift.
HEtizWr: FFOhRe R BRI, TR FEEEE
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JH BB VRTT -

20197 H2H B H R “Z 71, HIRe B 71
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MEAED AR B R : B IHAER28.50 umol/L, B
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[961.80 g/L, [ 44.90 g/L, ALT 239.50 U/L,
ASTR200 UL, [fi4E474mmolL, Hi=/E1.19 mmol/L,
MIHEEE3.70 mmol/L. ZWF R ER IR
0.010 IU/ml, 24T %95 55 & [H Prik47.090 TU/L,
PI B & % B 951440.001 S/CO, HIRIRF %, THAF
R RIRFEPURIgME A I . EBV DNA]
o DHEEURSEM OIS, TRFGTT, BED
BZIER, KIBERER.

201947 H1TH#E N Bl i3 RBi2ih . ISR
s RS K, ETTE49 em, JIFK3.4 cm,
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WA IR E . EBJE & IgMbTiAr] &, H A EBJK
FIgGHUARHM: . 201948 H9H ¥ & EBV DNAJH 14
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ReRE A, R, TORFENGRIT. iz
Wr: FEAZUTNENTI, HAWZHTEBR 8E& 4%k,



20198 H26 H B H A “ = JymgmE14E" 5t
2. MHAFIRERISME, BEAEREERTS ke, HiE
180 cm, EEMHGE S~ B M. B RE, T
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PR3 e 768 R 200 Fok o A Rl A 1 oo 99 55— P 22 oo
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1, FEAETC A SOS AR @FTE Mk
A, gEAEERE, AR B E PAF AL GE,
ISR AR GO & (B N A Gl
23y, attyT S5, s R AR B T 3-Fe -3
RO IR L BE 4TS A (3-hydroxy-3-methyl glutaryl
coenzyme A, HMG-CoA) P& Itk = RH [ B 7K ~F
MR EEH, EAHERE B . Br ik ragy
bk, AT I 2545 S AN TR JTNAFLD, Jf
Bon TSR BART 2GS NAFLD I HLA] i
AR WY, (B4R G 25 SR VYD AT BEAE AN AR R
SRR T NAFLD 77

HCBPOR AU A% O g i,
M5 R IE W o i K MHCBP6 S5 A a3 58 . 47
. BeBARH S MR R AR AR IR VI G . A
VR AL T WA 7 R W], NAFLD/b RHCBP6 K ik
Jilb o [RII AE 20 R IAHCBP6JA 4 H i
SR RO Sk AL [ B R oA A S H Le (sterol
regulatory element-binding protein 1c, SREBPlc) .
g Wi R & J% Bl (fatty acid synthase, FASN) JJiH
[E W 5 A % 2 I SREBP2 . HMG-CoA ik J5i i
(hydroxy-methyl-glutaryl coenzyme A reducase,
HMGCR) Fik¥1825 TR, H il =B JE [H B
HKFAARRL R R, MiviBRA e h HCBPG6)S, Hil=
P A0 JE [ B v, $27sHCBP6 AT e dd it sk 2D g
Ji A AN HINAFLD I & A o ASUR A A 7t 4R
T BRI 5 T 1 B AR RN B HCBP 6L PR B /)
AR IR & RSN, H SR AERUNRARE,
HCBPOJE Kl /) SR AA W R0 & B 22 i
e JIEL T S v R R A R e s R
JHREE B T B AR AN . HCBP6RER iR )
NEUEE By R AEREAR S FETER IR, N BRAR
R 07 AR, B ER B SS/ DI RE 2 4,
BEA ARSI T 1 1 TS

NZNTIMBI NS JEaY, H3E G
ANZEH, /T =2 TR UeEaY. DAL E T
KLY, ASREFWHETRET) . JrELMmEss.
BT RE . A BT IR I AR A2 1. B
AN S B BG40 RF, T B R
M, NS ZEENMAZ=ZBER NS ZHEREE
TRZMASEY, WASEIRbI, Rb2, Rb3.
Rc. Rd. Rg3. Rh2%. AZ=F KO HEANSEH
Re. Rgl. Rg2. Rh1%, Rgl A K. FiHT:. WK
BRSS9 /E T, Rb1 i@ i 45 5
Wik R R e Bl Bk AR RE AL H AT NS B
Wi % 2R, H5MRaE TR, HA
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BRI, 5 oAb 26 )T 2k
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FHHCBPOIIFRIES . A BT K E ANAFLD &
R LB, REMFARHASEHEGHRE
o NS RBT Re0E 0 2 0 2 28 1 40 B 57 o firp
SRR F-a. A ZR-1b. AAME 26 L3
g -2 P AR, R AR AT R IR A -2 A
¥4 5 [AF«xB (nuclear transcription factor-kB, NF-
kB [IFRIA, K B 40 R AU 1 B O A e-Tun
SR IR R AR . RO AT HIHI IS 2 HE N S0
NF-«BiG LA G 5 5 K -1 R 4L, vEIr 18
PR MR YOS SRR, RS TASE
TR HZG, AT R %/ B i H ALTFIAST
KF. BRBIRIEASN, NS EHEEGEANIUR
FEVEF . WEARI, 2SI AT FEAC S AR IR
% IL 75 P ] T e = KT, R DS BR A
AFFAE R &, A RCHB AR s T AE2 R FR 5 /N
H, GTAZSRIYE, DMEREREE. BRE.
0 4L 2 B R A i R R PR A . A S 2 A AR CK
V) LA B L 0 R BB B R AR
BHERAFRIREIANS BT R, SSRRPANS
A H{ARh2, Rb3. Rc. CKFIRh1H] [ iHHCBP6
EERIE, (R AE A Hh =ma A (80 IR
BRI A R A — s WA EAY . J78Rh2. Rb3,
Re. CKAIRhIT e EA MENAFLDIER], HRh2
XTHCBPO R i S ] Ak,  H Aei% 3 5 HCBP6
JBEFIEME. A EHER2. CKAJ i ENAFLD/) i
JH 2L 205 BRAG SUANBE N &, FE A S
B ] FRAR /N B2 MR I RE A S e [ S,
XIS RO I S A A SGE R, &Ry
ZRFNRE -

A HENASHIZ W ARG, T XPEMRITIRIT G
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e =z 77, BEHRIG 2 SR, 52 22 2] Al AR
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Mg, FIRRBITISAE MR R, FERIA:
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@M ThRE LM 4B bR 2 @ MR T8 AR 0
O JFF W 75 M\ EE B AR 7 2R 7 2%, ARG 7
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199 dB/m) , RS st e 25 R i 5 o (R
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FRRZIGTT, Wb . BERieZ v RPLEE
NEWilE, 5 &KINEBW Ry, NRAFRZRG, ALT

YEEBV DNARERHRTE W, vl HIW AR D Re 578 N
NASHSE, HFNRZETREE . RAFIRZERT, &
HTL2HRERLIT, HHSUEKHFNASHZE, (H
N FH Z R AR I . BREBEANBT 9% 259 J5 350 R S B AR i E
IFHEEAALTR 5. Kk, A58 FH K788 R T F
IRFEXTNASHYT 2502 S22 M E 1

BE & A2 7 I B AS , NAFLD 2 5 3% i T
 AES e R EMFE A BEEZ L. BT
M A B T AL B0 IT 2, XS NAFLD K& FJIR 2 (1)
TBIT SR A B AT AT
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