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Abstract

Objective: To compare and observe the clinical effect of the traditional Chinese medicine Ganbao
particles combined with Essentiale (polyene phosphatidyl choline) with the clinical effect of single
agent Essentiale to treat the non-alcoholic fatty liver. Method: Clinical cases of 152 cases of liver
function damage were collected. All of them were in accordance with the diagnostic criteria of
non-alcoholic fatty liver disease, and were randomly divided into two groups. The observation
group was treated with Ganbao granule and Essentiale capsules. The control group was treated
with a single oral Essentiale capsules. Age: the age range of the observation group was 19 to 52
years old (31.61 + 8.52). The age range of the control group was 17 to 51 years old (30.53 + 10.15).
Patients in the two groups were all informed about the treatment plan and signed a consent form.
Experimental detection indicators of the two groups included TBIL, DBIL, ALT, AST, endotoxin,
blood lipids, glycosylated hemoglobin and islet beta cell function (FINS/FBG) and other clinical in-
dicators. Results: In the observation group, the total effective rate was 97.37% (144/152), which
was significantly higher than that in the control group (120/152), which was statistically signifi-
cant (P < 0.01). The therapeutic effect of observation group was 47.37% (72/152), which was sig-
nificantly higher than that of control group whose treatment effect was 23.68% (36/152) (P >
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0.05). The protective improvement of islet beta cell function in the observation group was higher
than that in the control group (P < 0.01). Conclusion: The treatment of the combination of Ganbao
particles and the polyene phosphatidylcholine not only has a positive effect on the NFLD but also
can improve the function of the pancreatic g cell.
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HE: XFEORER R 25507 S BREC S 5 B 2 (X BB AR BEARDR) 5 577 5 & S 1677 IR 1 s i I i i
RR. Fik: R TIRe R IRF & RS AR B S W i B8 1524, BNl g4 1524, W
VRITHAN RIS IT A& 380, MERAMSEAFEMANESER, NBARRGHSER, £ WERT
H 5N RYEITA, BIN195~524(31.61 + 8.52)F1174~514(30.53 £ 10.15), A EEHFKE2010
FEIRERE YRR AR IS T TR 2 iR, HANET A RAVE R WEZH 4 B W FF D68 (TBIL. DBIL.
ALT. AST) RN/ R. M. B EA. BES S4THAL(FINS/FBG) SR IL. 558 WEA
JFThRE BB REN97.37% (144 /152) & T X HB4H K] 78.95%(120/152), BEE S &E X (p <0.01), W
B2 B AN47.37%(72/152), T RARIFDIREE 2% 23.68%(36/152) (p > 0.05), IGITAR
RS FAMTIRE IR AT TR R4 (p < 0.01). £5i8: FFEFNBLE 2 &8I BERERSXT A B V6T BE R 5%
BFHITR, XS A4 RThREr= B IER .

XA
FFEBhL, ZIABETRBEIEGE, AR YEARRT AT

1. 518

R85 KE 4 g 10 T (nonalcoholic fatty liver disease, NAFLD)Z BN WLIBACHR, Al Q75 o
22 PR I HE R AR R R R 2R (1], I AR R I8 57+ ot o WX ek AN ) R FE 1) 3508, A7 2010
£ 06 AZ 2012 4F 6 A, iz 24157 AT 5 Pk (Ganbao, GB)BEA £ Jiifilk A Ik IH AR (Polyene phosphatidy
choline capsul, PPCC)ia 7 ARG ENR DT I, 7 &0, B4 T .
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2. ImpARBETR
2.1. ZHitRE

6 2010 FEAB T W AR 1 i 7 VE I 1297 FR B I R IZ Wibn i [2] . D) FFAE AR S R AT G oRig 14 s
55 Y 4012 Wb DI F At J5 DR T (AR s AR (B0) 2) A AU 2 B T A DG 2H 40 1) A6 AN B J5 R ) L5 ALT
MI(E)AST. GGT &l E - DA b o JRARFISGE 5 FIKBT(IR) 5, S BRS As2 B = IR D i o L 2
W IEH 0] A NAFLD iz, IGRTE s: a) AAFRRREN =71, BRI, XK, 5%
TCREAR, B BEK. b) BB A Won: JRWTAF, P RoRANIEMT B 4E, S 2R S 5. 5L CT
KR JT9 R i k. c) S JHEE(TC) > 6.18 mmol /L, Hil=H5(TG) > 2.3 mmol/L. d) FIhfER
W NRARZIELBIALT). - A2 B KE(-GT) T m, BEMGFRR, RN ERT SR, HibR
e BRAR. EURATBUBNINF: SRS, REEiI AT IR MAEZ: MDA BN R IR HF
YT,
2.2. MEBIBIR

BEALIE B FR B AL R 172 H 2012 4 6 H %2 2015 4 11 H AR & AR B0RE M i M HHw 12 8 ¥ 152 451
Witsl, FLRTA NI XHaIT 75 RN IR, 2 NEIaTT 450 JIA YT 4% 38 1, FHaigese 55 32 41,
27 6 11, X REZH 55 33 441, £ 5 #(p > 0.05), FIZH 464 531 17~49 % (31.61 + 8.52).19~52 ¥/(30.52 + 10.16)
(p>0.05), J 24 A 11.95 + 2.9(H )F1 12.63 + 5.60(H )(p > 0.05), ‘B LHAERS . T AR AT Lut:,
MELFALVRIT BT G AR B B(BMI) . SIHZLE(TBIL). B#EMHZI K (DBIL). NRFR AL HEBREEALT). K
RAPRAIL L LME(AST) P& % (Endotoxin, EN). C Ik(C-P), C fik. ZS I 5 & (FINS). = L5 (FBG).
B Ak I 20 2 E (HbALc) « e i [ B (TC) i %5 FE g 2 (1 IH [&] B (HDL-C) . H i =BR(TG), RHEH
BECKMANCOULTER 2w LX20 A 2 A A Fa 45, HbALc SR H F % st S 4175 (DCA2000 1%, Bayer
AT, C-P RAMUR %M ek, TC. TG. HDL-C XA fElF%, FBG LA &M ELEFAN 2. FINS
PLRIAVENIE . B ANBThAEH FINS. FBG EufE T4, IMLg4CiE ] TC/HDL-C %R[3].

2.3. ®ITH%E

2.3.1. BEAETT
T BE SR RARTT, 815 1) BIReE N, B aiE, SAFEENELERET YR MES
A4k, SRR AT B RERR N 2) NsRiEsl, WAL @A ERFES, BEHRE, YUIEARITA.

2.3.2. SHEETT

N 152 B, $% P50 AWER A S0 IR AL, L3500 76 ), SR 4 BT 5 UKL B B 22 045 19 Mg 19k FEL st
%, 19~52 %, “F14(30.52 + 10.16)%, GB(HHLEHH. FH&. MfdF. JRAL. BEEFREE. FRHR. AU
LA, R EX AR ERA ), B 109/4%, 1 H 3k, R4 T Ok PPCC(HEE IR, %
WAE- 2 IR L) R 25 BR A ), 456 mg Ak, &FH 3K, BEAMAH 3ANH: LR 3 NH . X HRZHED
i PPCC 4, 17~49 %, ~“F#4(31.61+8.52)%, PICC, 456 mg [1/lik, & H 3 &, &M 3 MH.

2.4, FTBFIE

1) B TR IR AR 76 2 R B B o, A AR, TBIL. DBIL. ALT. AST &
AR ZE IEH KT 2) ARG JT RS Rl ARGER A FTidsE, TBIL. DBIL. ALT. AST #3847 1T K % 50%:;
3) LR FEREAEL 3%, TBIL. DBIL. ALT. AST %3697 i BEARAS B 5 505 1% in 5 4]
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25. £EIRS

R RIFHIRE POIRSALOIDRAS, RO, REFERWNES, =R KM, BEEIT,
WRRREEA T WS, YUEDARRESIM.
2.6. GritFAbE

FIRBEER E %L X +s F£on, HHEERNTHEUZE B2 5 B A ¢ K36 R 5 20007, gtk
S P <0.05,
3. R
3.1. FEFEBUHIFEE 152 GIHENER ST

1) 7R WALRTT PSS YE NAFLD B8 R (R A RUER)IE 94.74% (144/152) . MEL4H 55X} i
Y A Ry IR 97.37% (4176). 92.11% (70/76) (P > 0.05). 2) AE SN : IR LS., =, .
PEFRAE A RN, W 2H 556 R 2H 40 514 13.16% (10/76) . 10.53% (8/76) (P > 0.05).

3.2. IEFRTTI

8240 2% 36 151)(47.37%; 36/76), 4% 38 Hl(50%; 38/76), XL 4 1711(2.63%; 2/76), *[ELH &%k
18 f51(23.68%; 18/76), 3%k 52 11(68.42%; 52/76), TR 6 11(2.63%; 6/76), WEH A K mT X
#H[97.37% (74/76); 92.11% (70/76), (p <0.01)]. 7EVRITIIFEFIAR KT EA R N s 2iaiing, &
AT IIRE. MM M. JRE L OB RN, FEILE 3.
3.3. leFR—RRIgHREEH

W4 BT BMI & TBIL. DBIL. ALT. AST, #1 EN. C-P. FINS/FBG. HbAlc. TC. HDL-C.
TG 545 0 BA B 0G5%, 6974 FINS/FBG &1 % B 4H(p < 0.01), 4% 1~3.

Table 1. General situation of the basic information of the two groups
# 1 FEERERER(X s)

n % /3 W (EF) PRE R EL JArE(H)
‘ N HITRT 128 24 31.61+852 25.30 £2.45 11.95+2.93
RIT A E) . 152
WBITIE — 24.37 £1.26* —
Sof HA 2. RITHD 15 132 20 30.52 + 10.16 24.46 + 1.67 12.63 +5.60
(PPCC) VIT G — 23.75£1.18* —

W 51BIT RS, *P <0.05.

Table 2. Changes of liver function before and after treatment in two groups
% 2. MERITRTRAT IR X £5)

n TBIL(umol/L) DBIL(pmol/L) ALT(U/L) AST(U/L) PN 5 2 (pg/ml)
YRIT R 33.80 £5.87 26.50 +5.15 92.60 + 13.30 95.68 + 43.63 0.61 +0.40
BITHITE) 152
WHIT A 12.59 + 4,98 9.18 +1.71* 11.64 + 7.88* 50.29 + 9.13* 0.025 % 0.026
St 4 I 15 35.80 + 11.90 24.96 +5.48 112 +69.60 99.3+14.9 0.60 +0.38
(PPCC) VBIT G 15.64 + 7.29 10.06 + 1.39 20.37 +21.69 55.61 +12.71 0.099 + 0.075

I 5iEITHTIE, *P <0.05.
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Table 3. The changes of general clinical test index of two groups before and after treatment
3. P MRIERFCATRIE T (X £5)

n C ik FINS/FBG  HbAlc(%) TC(mmol/L)  TG(mmol/L) HDL-C TC/HDL-C
YRTT T 1.06+054 3.02+1.08 6.64+048 588+1.35 541+1.73 0.98 +0.26 6.60 + 2.68

Mg 152
VRIT R 0.89+0.55 250+1.22* 645+050 540+1.02 464+1.07* 1.03+021 548+ 1.45*
BIT T 1.06+061 242+138 666+049 595+1.33 577+152 0.99+0.246 552+2.46

o & 2 152
RITIE 094+058 235+1.73 6.43+051 547+0.93 507+0.76* 1.05+021 538+1.13*

i S5ITETHE, *P <0.05,
4. #1ig

AEP9HS P g 5 12 95 (nonal coholic fatty liver disease, NAFLD) C.& NI AR I 75 H-AF I D) RE Bl 2 S 1
R I B i LI BREAL, NAFLD TE A AT R 1R P2 B gl 2 —[5]-[7]. LKW 5T om NAFLD 5
JE B FHPT. MR ZREL. NERERMUESE R VA OC,  JRIRS 1t s 4l 1 5 i T (NAFLD) i e AR 221,
BG40 M A i 7 HERRUS 22 B 3R i, I 2 IR T, s PR IR 7 o S K ) B AR
JHm A 2 i A AR K SRR AR EIRAE, SR IhRe, SRR PRI 2 [8] [9]. if g iy e oy FO G
T s AR AR S 2 B E i, PR R AR — E IR, R KR,
oG BTG REAL, ARCRIG N B 1R [10]. A BRHE R, 2 30% KBRS P 107 i r] Uk J
AL 27 1.5% 2 8.0 AR 14 AR s B vT 2k e R Ak [ 11] 6

Z )G MR IERE B2 VA 7 R DT I SRR 25, B R TR SR I B RS T A, L R B R 2 1,2-
BB AEEEIEB(DLPC, AMRARE), 2115 52%. DLPC wlk AR IR MERERE & e, 45 & FE NS4
FRREL R 73 A o X P AR ) B B R S — R MY DA A M B (IRt B P, TR m DA R B A R % 5 e 4
SNV ZIE A D) Re, LR PTUT ROAN B S S R TS PE, AR 40 3K P4S02EL(CYP2EL)
(2 B S, /b B R3S, nTaE R A S T AL AL SOD ¥ 1 RN 2 I IO SR i
[12]-[16]-

RETHT 8 A B2 R . RS Tuns, DUFFARI . AR BE . et ELAs . s 45 v B AL R
NEAIS 77 Hh S AT, PRANIEEE A7 g s AR RIKIBIR, ISR IEIR A BRI AR, 518
B ST A, WA NS EE R FISEIRS, ERGEUL ZEMNATR, EEIk
Jiis LSS T DAMFE . I KB 5 B IR A, Bfab i, 7% MAEmE, TSR
PEBAT M, B 308, ORISR IRITBR @A e Fei s, w4 e, LE7A00.
IR IERAZ T,

WG ER 45 18T MR T I — B2 238 BT O IR T J7E[17]-[21], GB 5 PICC &, fEXhRg LR
AN, PPCC RN IG5 W IRMERERE —FF, HENFFAI, JF DL 155 15 HF 20 B A K% 41 e 25 S AH
i, BEERWREE M2 0 TR AR TS IR EE, AT AR RE RSP, (RS A, B
FRRLRLEH . PFS. Mld T ekl BB RE, TR, A EEAWA R, BA G, 2Rk,
B, E IR TR AR IEIRIRE RPN [22] [23]. GB H A ECALAEE, SEHH, JhE R
P DN RE MR IRl T 20 BSSIR AU AN JOE [ B, PHSs, B IE AL, oSO8 IR R AL 2 B 20 MR AE A
FERLIRER T R A 2 A AR A, BB (R /MR AR B, HK Y PR T 8 TUE mT REST I/ AR I RBIRAE B
HM/NROMEVERE, TR TR M &b, KR TR, A SUERS RG0E BRSP4, A
RMLEL 7~ GB BX& PPCC %f NAFLD 697 BRI A PPCC AR BH R, Fi# A 203(97.37%) i1 T X il
H(92.11%), ME G AR E R B EP > 0.05), WAL KR IR & DI Re -5 PR MG 5571, M %24 B
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ST X (p < 0.05), B/xF 2yl GB BA R ATy 4 oise s EH, BEaeldbdhES
e AT A e B S AT AR E IR BRS S, GB & thly, DRJEIR/D N B e A fi%, *t 8
HMERE, UHROIE RGN, TEMERIEM, RHEY, SAREER, BF NI EL, H
AR, X R A7 I8 P4 P 7 2 (Endotoxin, EN) BRI aniis2 4, Bor GB Wi A A T ThaE, Ao
KW, 2R NAFLD BRI /N g HELAN o B AR K, TR KM N 85 2K PR T, i 4 i 5
AR 51D T Mk P 7 2R INUAE FF) E S 5 IR 22—, Pl P 5 2R I R A% 2 g 0 P 1) 3 ) R L 22—,
e LY PN R 25 0038 g 07 P £ B U 8 AR [ 241 [2 71 56 0K 1) B A R v N 75 3 ICREAE A B T T
NAFLD R AEFKRE.

BE#k (References)

[1] TSR, uge. S M A SRR AR AR ST FR R A 9] S PR 2k A, 2014, 17(5): 1-V..

[2] VG, hAEREZES IR 2 e AR P AT A 2H. RS P 0 PR 1297 8 5 (2010 1211 hiR) [J].
W99 2 A0 5 52 4% 76, 2010, 19(6): 483-487.

[8] Z=ut#%, 4E8, Wdkar, 55 2F A EMEME RS g METhae KBRS R[] L&, 2001,
13(6): 448-452.

[4] ER. PR A E T SRR TN DT T IR RS2 [3]. B A5 R, 2015, 9(16): 150-151.

[5] HZEF, YaEs. 2011 FARPTRE M AR D M A iR 7 E R 9], S A P SRs  3&, 2012 , 15(2): 84-86

[6] Zheng, W., Mclerran, D.F., Rolland, B., et al. (2011) Association between Body-Mass Index and Risk of Death in

More than 1 Million Asians. The New England Journal of Medicine, 364, 719-729.
http://dx.doi.org/10.1056/NEJM0al010679

[71 Wu,J.Y., Duan, X.Y., Li, L., et al. (2010) Dyslipidemia in Shanghai, China. Preventive Medicine, 51, 412-415.
http://dx.doi.org/10.1016/j.ypmed.2010.08.013

[8] Yang, W, Lu, J., Weng, J., et al. (2010) Prevalence of Diabetes among Men and Women in China. The New England
Journal of Medicine, 362, 1090-1101. http://dx.doi.org/10.1056/NEJM0a0908292

[91 #MiE, JFE, XM, bR EEIT R IERDE 5] F4MEST, 2011, 30(16): 29-30

[10] Murphy, P., Hooker, J., Ang, B., et al. (2015) Associations between Histologic Features of Nonalcoholic Fatty Liver
Disease (NAFLD) and Quantitative Diffusion-Weighted MRI Measurements in Adults. Journal of Magnetic Reson-
ance Imaging, 41, 1629-1638. http://dx.doi.org/10.1002/jmri.24755

[11] Fan, J.G., Saibara, T., Chitturi, S., et al. (2007) What Are the Risk Factors and Settings of Nonalcoholic Fatty Liver
Disease in Asia-Pacific. Journal of Gastroenterology and Hepatology, 22, 794-800.
http://dx.doi.org/10.1111/].1440-1746.2007.04952.x

[12] Marciniak, B., Kimber-Trojnar, Z., Leszczynska-Gorzelak, B., et al. (2011) Treatment of Obstetric Cholestasis with
Polyunsaturated Phosphatidylcholine and Ursodeoxycholic Acid. Ginekologia Polska, 82, 26-31.

[13] Pettinelli, P., Obregon, A.M., Videla, L.A., et al. (2011) Molecular Mechanisms of Steatosis in Nonalcoholic Fatty
Liver Disease. Nutricion Hospitalaria, 26, 441-450.

[14] Shapiro, H., Tehilla, M., Attal-Singer, J., et al. (2011) The Therapeutic Potential of Long-Chain Omega-3 Fatty Acids
in Nonalcoholic Fatty Liver Disease. Clinical Nutrition, 30, 6-19. http://dx.doi.org/10.1016/j.cInu.2010.06.001

[15] Mouzaki, M. and Allard, J.P. (2012) The Role of Nutrients in the Development, Progression, and Treatment of Nonal-
coholic Fatty Liver Disease. Journal of Clinical Gastroenterology, 46, 457-467.
http://dx.doi.org/10.1097/MCG.0b013e31824cf51e

[16] Kim, M.S., Kung, S., Grewal, T., et al. (2012) Possible Molecular Mechanisms Soy-Mediated in Preventing and
Treating Nonalcoholic Fatty Liver Disease. Nutricion Hospitalaria, 27, 991-998.
[17] £RE. FUEELSERIT ISR TFILR B P EFTEELS A&, 2009, 29(12): 1061-1063.

[18] Shi, K.Q., Fan, Y.C., Liu, W.Y., et al. (2012) Traditional Chinese Medicines Benefit to Nonalcoholic Fatty Liver Dis-
ease: A Systematic Review and Meta-Analysis. Molecular Biology Reports, 39, 9715-9722.
http://dx.doi.org/10.1007/s11033-012-1836-0

[19] Dong, H., Lu, F.E. and Zhao, L. (2012) Chinese Herbal Medicine in the Treatment of Nonalcoholic Fatty Liver Disease.
Chinese Journal of Integrative Medicine, 18, 152-160. http://dx.doi.org/10.1007/s11655-012-0993-2

O,



http://dx.doi.org/10.1056/NEJMoa1010679
http://dx.doi.org/10.1016/j.ypmed.2010.08.013
http://dx.doi.org/10.1056/NEJMoa0908292
http://dx.doi.org/10.1002/jmri.24755
http://dx.doi.org/10.1111/j.1440-1746.2007.04952.x
http://dx.doi.org/10.1016/j.clnu.2010.06.001
http://dx.doi.org/10.1097/MCG.0b013e31824cf51e
http://dx.doi.org/10.1007/s11033-012-1836-0
http://dx.doi.org/10.1007/s11655-012-0993-2

=%
4

[20]

[21]
[22]

[23]

[24]

[25]

[26]

[27]

Sheng, X., Wang, M., Lu, M., et al. (2011) Rhein Ameliorates Fatty Liver Disease through Negative Energy Balance,
Hepatic Lipogenic Regulation, and Immunomodulation in Diet-Induced Obese Mice. American Journal of Physiolo-
gy—Endocrinology and Metabolism, 300, E886-E893. http://dx.doi.org/10.1152/ajpendo.00332.2010

HAE. RS G IRIT TN RIE R T ROWZR ). A fR 8 77, 2012(12): 179-181.

Schrieber, S.J., Hawke, R.L., Wen, Z., et al. (2011) Differences in the Disposition of Silymarin between Patients with
Nonalcoholic Fatty Liver Disease and Chronic Hepatitis C. Drug Metabolism and Disposition, 39, 2182-2190.
http://dx.doi.org/10.1124/dmd.111.040212

Lee, J.T., Pao, L.H., Lee, M.S., et al. (2013) A New Approach to Facilitate Diagnosis of Nonalcoholic Fatty Liver
Disease through a Galactose Single Point Method in Rats with Fatty Liver. Digestive and Liver Disease, 45, 134-141.
http://dx.doi.org/10.1016/j.d1d.2012.08.019

Harte, A.L., da Silva, N.F., Creely, S.J., et al. (2010) Elevated Endotoxin Levels in Non-Alcoholic Fatty Liver Disease.
Journal of Inflammation, 7, 15. http://dx.doi.org/10.1186/1476-9255-7-15

Liu, Y., Han, X., Bian, Z., et al. (2012) Activation of Liver X Receptors Attenuates Endotoxin-Induced Liver Injury in
Mice with Nonalcoholic Fatty Liver Disease. Digestive Diseases and Sciences, 57, 390-398.
http://dx.doi.org/10.1007/s10620-011-1902-9

Thuy, S., Ladurner, R., Volynets, V., et al. (2008) Nonalcoholic Fatty Liver Disease in Humans Is Associated with In-
creased Plasma Endotoxin and Plasminogen Activator Inhibitor 1 Concentrations and with Fructose Intake. Journal of
Nutrition, 138, 1452-1455.

Spruss, A., Henkel, J., Kanuri, G., et al. (2012) Female Mice Are More Susceptible to Nonalcoholic Fatty Liver Dis-
ease: Sex-Specific Regulation of the Hepatic AMP-Activated Protein Kinase-Plasminogen Activator Inhibitor 1 Cas-
cade, but Not the Hepatic Endotoxin Response. Molecular Medicine, 18, 1346-1355.
http://dx.doi.org/10.2119/molmed.2012.00223



http://dx.doi.org/10.1152/ajpendo.00332.2010
http://dx.doi.org/10.1124/dmd.111.040212
http://dx.doi.org/10.1016/j.dld.2012.08.019
http://dx.doi.org/10.1186/1476-9255-7-15
http://dx.doi.org/10.1007/s10620-011-1902-9
http://dx.doi.org/10.2119/molmed.2012.00223

	Clinical Observation of Traditional Chinese Medicine Preparation-Ganbao Particulate Adjuvant Treatment of Young and Middle-Aged Men with Non-Alcoholic Fatty Liver
	Abstract
	Keywords
	肝宝颗粒辅助易善复治疗非酒精性脂肪肝临床疗效观察
	摘  要
	关键词
	1. 引言
	2. 临床资料
	2.1. 诊断标准
	2.2. 观察指标
	2.3. 治疗方法
	2.3.1. 基本治疗
	2.3.2. 分组治疗

	2.4. 疗效判定
	2.5. 生活指导
	2.6. 统计学处理

	3. 结果
	3.1. 中青年男性脂肪肝患者152例均进入结果分析
	3.2. 临床疗效
	3.3. 临床一般指标变化

	4. 讨论
	参考文献 (References)

