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Abstract

AIM: To study the effect of Jiangzhi granules on
non-alcoholic fatty liver disease in rats, and on
the expression of leptin receptor mRNA, P-JAK2
and P-STATS3 in the liver.

METHODS: Sixty-eight male Sprague-Dawley
rats were randomly divided into two groups:
blank group (n = 8), fed a normal diet; Model
group (n = 60), fed high fat diet, Fifty-eight rats
in Model group were randomly divided into five

groups: control group (n = 10), Jiangzhi gran-
ules low-dose group (n = 12), Jiangzhi granules
moderate dose group (n = 12), Jiangzhi granules
high-dose group (n = 12) and Dongbao Gantai
(DB) group (n = 12). We examined the effect of
traditional Chinese medicine and DB on liver/
body weight ratio, expression of leptin receptor
mRNA (RT-PCR), P-JAK2 (Western blotting),
P-STAT3 (Western blotting), triglyceride (TG)
and total cholesterol (TC) in liver tissue.

RESULTS: In the low-, moderate- and high-
dose groups, Jiangzhi granules significantly
reduced liver lipid (TG, TC) levels, improved
steatosis, reduced hepatitis, and significantly
reduced the high level of serum leptin (193.02
+23.8 ng/L, 163.97 £ 31.38 ng/L, 147.83 + 17.59
ng/Lvs 317.22 £39.26 ng/L, P < 0.01), improved
leptin resistance, increased expression of leptin
receptor mRNA (1.87 = 0.06, 2.20 + 0.04, 2.78 +
0.04 vs 1.50 + 0.05, P < 0.01), P-JAK2 (119.88 +
2.98,123.45 £ 0.68, 124.34 + 3.42 vs 113.15 £ 1.27,
P <0.01) and P-STAT3 (94.15 £ 0.78, 100.18 + 3.33,
101.94 +2.20 vs 89.06 + 0.69, P < 0.01).

CONCLUSION: Jianghzhi granules effectively
improve liver function, hepatitis and steatosis.
Jiangzhi granules can increase expression of
leptin receptor mRNA, p-JAK2 and p-STAT3 in
liver tissue.

Key Words: Jiangzhi granules; Dongbao Gantai;
Non-alcoholic fatty liver disease; Leptin; Leptin re-
ceptor mRNA; P-JAK2; P-STAT3
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TRV AR M (H IR, FREERSE
P Al K AL A AR R AR 4. A5
Bk, P, A ETAREAZHAA. LT4
WkG ATIF 4L AL o I 2 52 4, JF ) B 2
FIELISAX 7] &4 fo &% %, RT-PCREA
M AT 2298 & 2 AmRNA & L, &l Western
blot# il AF £ 22 P-JAK2#=P-STAT3 % & &
Kk,

ZR K. ¥, BN ZAERBAERT %
AR T AP AR B AT K RAR AT IS (TGA=TC) K
T, BB N, BRI e K 2 RO, I A6 BA
B B Akoh 9 F % KP4k 25(193.024+23.8 ng/
L, 163.97+31.38 ng/L, 147.83+17.59 ng/L vs
317.22+39.26 ng/L, P<0.01), 7 &% % ¥,
) A 38 m g & % AAmRNA 89 & A (1.8740.06,
2.20+0.04, 2.784+0.04 vs 1.50%0.05, P<0.01),
3 AT P-JAK24=P-STAT3 R G 09 4 &
(119.8842.98, 123.4540.68, 124.34+3.42 vs
113.15+1.27, P<0.01; 94.15+0.78, 100.18 &
3.33, 101.9442.20 vs 89.0640.69, P<0.01).

GEi: T Mg WUk ot 9k I Mk M Mo BF K ST Al
P& i e S A BT 0408 5 AR R, T ALl 2
PSR F I, 3G AT IR & % AmRNAK A
%P-JAK2, P-STAT3% & 4%

XE219: BERREUNL, R EHE; EEFEEIR;
Leptin; 8 2%k mRNA; P-JAK2; P-STAT3

D, 0%, XDBR, MHZE, . PRI IETERE
M A S REESAMRNALP-JAK2/P-STAT3HIES
(0. tHFENBIZYE 2007; 15(32): 33603366
http://www.wjgnet.com/1009-3079/15/3360.asp
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JHF I A2 i 7 A8 0 = 223 i, AR RS 1 I
JH(nonalcoholic fatty liver disease, NAFLD)/Z&
JHF O R 10 A S o B 5 B A = v
(triacylglyceride, TG)& i 2 (1) —Fii BLIR
AUz G O AR 27RE R AR SE
GAECIERE i e B a5 25 HR BT AN & I
S5 2 HEOP HLEEAAE DL K e = T il A hE A
PIAH G B R A M R L S < =
AT Ul o IR FT i B i SR AR 5 i
(1) 0 J03 A P40 L R ORR, 28 — R F T ki Je AE i i
DU A 1 s Tl A . Sl N OR e
1) 240 Jf PR~ 2 15 1K) 90 s W2 T B g 1 %
IEA IR SR, leptinfENAFL. JERE, dF
TR T R I B 96 B op i i AT TR L B
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Y i Rleptin/ENAFL . FFEF4E4L . i
e PR I M I 6 b R IA M vy, TEARIERAE . 2
HEFF AR 4t 32 ZEAE Y. SRam, eafibIpL
AN 2. DA 2 0 TC R 2 V6 TT 1200
Kk, F#IGITNAFLDIA S I8E 2552
S B BURL FR R e e N IR, 4T A
2215 gy JERLLS g FE29 oo BEFR9 g AR
6 g TR 24l i, KIINH TR, 24T
. BT I = IR S NAFLD K RUBEAL, W
5% B i WURE 6N AF LD K BRI 697 7 A R A6t
MiEE R HAHZVE R ZIAmRNA, P-JAK2,
P-STAT3H [ & B FRAL IR 5L IR, PRI B IR RkL 6y
JYNAFLDI¥ A fEHLH.

1 SRIRSE

1.1 A4 i 6 SD AR 68, 45180430
g, T B e s S YA IR SAE A ).
li] {1 1 24 B A 2R IR A W TGRI
TCIA G T 5 R AR ) TR FUT, leptin
WS T B R R AE WA IR A ], RT-
PCRIA A &I T bifg W Ge e AR A TR A
7], P-JAK2FNP-STAT3 R A & JSanta Cruz/A
wl, PEARRURL(Z =15 g, JRRL1S g, 7129 g, T
BR9 g, THarit6 g) i letble B, A H 4
J, AR 2R 5 2 B AT R ).

1.2 7 ik KEGEMERTR wk, %08 R RIS
HIEREA60 I, AN A8 H. G B44S T
He TR (880 g LAl RI+100 g ih+20 gfH i
Wi/kg), 25 AL TR, A ik &EmoK. &
4, 8JH#- b B 1 F B A K BT T 95 BEH E 4
th, DLAIWOE A L. 1SRN BB B2 4 i
PORAR(125) Hr12H), mAEA12H) &K
FHRAA2 )AL A (10 ). A5 Hk
i s a4 53 i CARE IR RORE T 430.4 14
g, 0.828 g, 1.656 g/kehf Hig; AR5 H R LL0.15
F/kg®E Higy 25 O AL ARG HE 4143 ) 4
TEREMS gL CMC. 3974 wk)a U I,
FRJF i, &4, Wl s, Ltk e i
JETCHITG. A1) A, HEYL(h, i N gEATHE
I A M R IE R T 40 M e 7 A e R T )
HES IEDieh I, RAETE S brifE 5%
19814FKnodell#2 H 18 11 98 20 2775 Bl 454k
HAD", FEEh& LRI et al"™FE BB PERT 2
RAEVE BN FE T 5 B LT 2 KPR I A
% Wi leptin ELISTAR 7 &5 5t B 1 A

1.2.1 FFRESE & % AAmRNAM E: BUIF4121100

WA LA %
Leptin 2 3k & ik
i W v BT P 64 A
ABAZLIHXE
HEAL. KI5
=, leptinfE 3B
My B B PR BT
A B M RS Bt
AR AT 4 db
Gl o e S
T2k R 5 — 5,
AR I W
x AT IR % & &
B H A KT 5

B,
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AR R TR
BEKRF AL
R s BT 64 R 2% i
2R B A
Hy o P F R
It & S 5% W AT
T g B A2 7T VA
[ A% b 9% F KT,
3t B KRR RS
Bk xR F
ZARRP-JAK2 A=
P-STAT3 4% 1.

mg % TRIzol Reagenty i B TO LIS RNA, 28
Ja AN e vt e . 4 RO & v 0 45
HATcDNAMIHE 5. BRNAZLRT XN JG AT
PCRY"1, leptin receptor (LR) mRNA L7 J¥ 51
CAGGCAACACTGAAGGGAAGACG, 382 bp,
Ni#F41: CATCATCTGTGACTTCCATACGC
822 bp; B-actin L3737 41: TGTGATGGTGGGTAT
GGGTCAGAAG, 207 bp, Fiif)¥%: TCACGGT
TGGCCTTAGGGTTCAGAG, 431 bp. FHAMV
49 nLAK A&, 1st strand cDNA 10 X PCR Buffer#%-5
uL, dNTP 1 pL, HFFERIE 52 ul, p-actin
EABE%2 ul, Tagl§1 pL, DEPC H,0 29 pL. <
Vi 2&AT A2 95°C AR PES min, 95°C 30 s, 59°C 40
s, 72°C 1 min, 30{Xf{H, 72°CAE(H110 min. PCR
PEIEET20 g/LBEIERE R, EAERE10 pL,
6 X DNA loading Buffer 2 puL, HLJ5150 V, Hiik
35 min, KAMT FMEL, BT RS,
B RE SO R e M 2% HEAT B L1, A
HIKFEAH, SHINIB-actin/KE 2 k&K Rleptin
receptor mRNA [{JAH X 7K.
1.2.2 Hf 4R 42 P-JAK2 #2P-STAT3 % & 4% #9 £l
PSR RIS R A A e BT T R
JUE . WA HE 50 g, M55 HESD SHEERNFE
2P, 100°CAEME3 min, 100 g/L-t ke dLmi iR
B — BRI (SDS-PAGE) SR HLIK 5, R
TR (Bio-RadA T, BB FALt
FEFPHEAT IS, e S G, S0 3750 g/L
JiE B WK (P B S 412 h, SR 5 4 BN BT
P-JAK25{P-STAT3 mAb(4 H Santa Cruz/A ], 1.
PEHREL 2 1000)Z 0 M4 1 h, FRIIAL 5000
FiRE ) —PL(HRP-GAMGIH I Bio-Rad A ))&
WAL b, BN B R Y65 min, FI%RE
FARBCHEAT 2 FE A4, INASHEAKFEME, S AN
B-actin K B 2 LE & /n oA 1

Bt T EYOR Llmean = SDFE IR, 41
] LR 7 22 030 M7 S5 0 B0RER T BR R R 56,
HISPSS12.0% A AT Hidls e it

2 BR

TR BN RI, RIS, KEIER, K
BAEE . BIRAR RURS e BE, MRS BRI, A
B, BEREELRE. AU AR
TSR, TR, R BRI

2.1 AFNAFLD X R AR5 40649 % 0h iR &l
PP KBNAFLDAY, LB B PR
B, FEUEFE 20 B TF R (4.20£0.20 vs 2,54+

0.23), #2354 fig W 5 B AR IR U JH O BRUAR I 8
#$(3.87£0.43, 3.64+0.25, 3.58+0.29), A
YA B3 2 7(P<0.05, P<0.01, P<0.01). %
N ROk A e A BT AR E H R4 (3.88+
0.39, P<0.05) FIILH &= 41(P<0.05).

2.2 BFREJREE FULE 2% 10 B AL PR IR U 4%
ORISR, RIDGTE. B AR
JHFREARFARE K, AR50, At 2 i, K,
5B ZAGRGE, YRR, &5 254055 H
I I, 2 Sk, mEUIRIREE, Rk
Ak, IEF AR BT AU FHEG ok
YULERTR S RIVE N W SR N )i A E AR )
Jv B0 R] DL BRI 1 P40 T DT AR v, 32 R
PENG T ASE, A5 N YE R DA e, R
/NI PRIV A DX A DAOK B PR A 4 i A = 1) %
PRGN LR, LU 2R R 2, o K R4
LN SR BEAL Rl B 24 20 s B
ANRIREFE G, R BRI A 0 &, 40
MG RBOE S, KA, A 607 3 95
b, B AT, A T4l b e FEHLAR U7 1,
B MR UKL 41 55 2R 5 H AR A B AT e vk 2R I 22
(P<0.05, 1, £ 1).

2.3 *INAFLD X ST IE RS By 64 % vf AR A 20 K B
JFAETG. TCHIZ T, 4% F 25 413 e BRI 41
ZITGHTC/KF-(P<0.01, P<0.05), B&ARERH
Al EA BT AR EH R4 @P<0.01). 7EF
ALZAT Gy I, B AR ORL s A 4L T s AR
2 (P<0.05, P<0.01), H 7] 240 R 7 a4
(P<0.05), i HIE =4 22 RS RGEKRD.
2.4 B Rg Bk 3t o AR & 09 %ol BEARIURLR 4R
FH R AW B FFICN AF LD K flifi i 98 25 K
P(P<0.01). FEREMURIH . ) i 4L S AT
REHRLL(P<0.01), mAELL TRFIF 4]
(P<0.01, #2). LR mRNATE [F% 45 4 JF 4140
AR, SR ZLR mRNA 21KK
SRR, IR H AR S B I URL % 751 5 38 T 3
LR mRNAFRIEP<0.01), &gk 7 &4
P T HAh 25 2H.(P<0.01), Bl ks v ) s 44 1
AR AR A % B R URLAR 7 i 41.(P<0.01, 3R2,
K2).

2.5 &g Bk st 4R P-TAK 247 P-STAT3 (1] 5%
Wi A5 20 K BRIP4 2UP-J AK2 FIP-S TAT3 [ 4K
FE S R ALK R IA WK (P<0.05). %
FHZ5H ¥ v 88 AnP-JAK2 MIP-STAT3 R 1 & &
(P<0.05), B&HERUOREL ey 1) F 20 W) WA T AR 5 H 2
ZH R B 41(P<0.01, P<0.05, 23, [&3).

www. wjgnet.com



SR, . PRSI DN IS InAT KB IHE R ZAAMRNA K P-JAK2/P-STAT3BI M

3363

1 REFFIFALRFIES(HE x 400). A: BIZH4 wk; B: HHIZHS8 wk; C: BIHIZH12 wk; D: 284, B: W2, F: 755 H3R4;

(X8 35111220 = Ba il = A B ES = 22

3 11iE

NAFLD H B AL AR SE i g, 2407
N B NG N 78 N =1 SN =1 = 1
SR 25 JBR Iy 2% HRPUAH OC IR AR 255 10 A 23 V) oG
F.OHNEIWFR R, NAFLDE 4 5 3= 48t
(insulin resistance, IR)F1 &5 2 M5E, J5H1
PAE 9 2 (leptin) [ RRUBEME B AEAT DG, 98 302 4L
PR T AL 2R = BT R 7, IR 7 4 ZUR I
ML, T8 3 LA A 53 A 3 4 B % R 2 2R (22
AT EENL. RUIAZ. SRR e,
WA R B TS AL), IS5 AR
ZARMGE G, Wi anus KRS R IR IREE/5 5 5
G5 SHE N T JAK/STAT). Hobfg - 22
BT AK2/STAT3@ AR A AR 242, R
FE LA e B N RO R T R AR o 1 Y
H TR TEIN A, 83 2 5 T A RH 22 T 107 A it
A2 SR T U A P I 0% TR s T A A TR A A il
(phosphoenolpyruvate carboxykinase, PEPCK)ff]
SRR BB S B RACR, ALk IR FLIR 5%
S, SRS B i A (] B T R O A
PR BE GBI 4% RS TG, 5 I JHF O P R D7 A 8 3R
R I 95D £ B (P> 2950%) S B im LA RE T
B o s JE U A 0 A 1T AU = o, i
INIE R ARG T B R AR, I
AWFFTE RN, AERDRG PG 7 I S8 e A7 AT

www.wjgnet.com

Marker K M G Z Z2D D

bp
2000
1000
750

500
leptin receptor

250
p-actin

100

2 PREEFAININAFLD AR AH A LB R ZAMRNARIA
BYSZI0. K: 254, M: BAIAE; G-2D: &, o, IRHEA; D:
REHZA.

Y FAHPL. BT bR [ R Y ok Es A
5 [1-1(sterol regulatory element binding protein-1,
SREBP-1)JE K R0k, 8098 22K S R4 i
R4 R A 215 F-1(stearoyl-CoA desaturase-1
SCD-D)MRNAFKIEIIHE S FEECS, (EHEIT W i
JE 1, R EUIR T IR R A .

Tobe et a/™FERF 5T Il 3% 35 25 7K1 L5 g 15 i
RZ SR ORI, i 07 S i SR R R K
WIS = T A, T H S M T AT &
EVMEINER L TE N i - Sa S iR VA
FER R 2, K EBMIL i H [, K%
FERRE AI(LDL) =Btk TARSE. 1M H, e

iR EE
AXERRF
leptinft 3F & 45
YERS B BT P R
ik S+ F LR
& F ZARmRNA
FA A&, P
[% Big B0 45 A P AR
leptind? & 4148
& ZARmRNA
MAER. Eik
B, R BT
3 mP-JAK2 A=
P-STAT3 & &
HE, RTBEE
A TR xR &
JAK2/STAT315 %5
il AR AE
JA, 3K A KA
EWikinf P
o 8 AT
o R
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W@ 5 F A =1 RISTHINIEERE IS IAT RIS, RS ERFF I ASREEZN
A%t A
KW,
USRI n B R FFAETCImmol/)  BFAETGImmol/L)
PRI =Eeh 8 0° o 1.98+0.53° 0.11+0.04°
izl 10 3.10+0.57 1.50 £ 0.71 9.19+1.03 0.75+0.07
REHZRAE 12 2.50+0.67° 0.92 +0.67° 7.94+117° 0.67+0.12°
{88 12 2.42 +0.52° 0.58+0.67" 6.90 + 1.26"™ 0.58 +0.09™
THIZE 12 242 +0.67° 0.42 +0.52° 5.83 + 1.52°% 0.51 +0.07°%
SHEA 12 2.00 +0.60™ 0.33 £0.49™ 5.61+1.35° 0.43 +0.12°

P<0.05, °P<0.01 vs EAULE; °P<0.05, %P<0.01 vs ZREHZRA; °P<0.05, 'P<0.01 vs KFIE4E; °P<0.05 vs OF|24A.

® 2 BREFADEEEREEERFARMEERNER

Z{AMRNAGYEZ G (mean + SD)

R 3 RISFAINIEERS ST AR ATALAP-JAK2,
P-STAT3ZRIXHVSZIA(RE{E, mean +SD, 7 = 3)

SR n  leptioning/Ll LR mRNA/B-actin( = 3) paxi| P-JAK?2 P-STAT3
=EH 8 131.12+17.23° 3.13+0.04° =EH 127.32 £3.52° 105.19 + 2.52°
BAZE 10 317.22+£39.26 1.50+0.05 1EHRIZH 113.15 £ 1.27 89.06 + 0.69
REEHZR 12 213.56+19.97° 1.93+0.04° e =E 118.37 + 1.25° 96.00+1.01°
FFIE 12 193.02+23.8° 1.87 £0.06° lwgtli== 119.88 +2.98" 94.15+0.78°
dFIE 12 163.97+31.38™" 2.20 +0.04> HIE 123.45 + 0.68" 100.18 + 3.33*
SFIE 12 147.83+17.59 2.78 +0.04™" =HE 124.34 + 3.42°° 101.94 +2.20°

°P<0.01 vs fEHULH; “P<0.01 vs TREHETRYE; P<0.01 vs FFIE
2H; "P<0.01 vs IPFISAE.

JRERST, 8 2 (A A 2 A B SR T e, e
FKCF BB T, PR =T, R T
A 8255 R e A8 12k 1 70 22,

UEAESR, A H W T E ARG,
F T 5 LA ARGl A R A 3 T T e AR
P55, B R FRIE i i, n] 5] Z Hiht.
Bartek e al*™ &I Wi T 584 (0038 Fh (1) 9% 22 0
Ui B R ORI B W, FoE RS
ARG T R AR AE RS F41ZU8 %2 fAmRNA
A SRR IR S, AR ThRE RN, M3
RN R AR AR, AT A R BT
I, T 2252 RS2 A5 e B R A7 AR
RV 2R T AK2/STAT3 5 5 % 3 R A by, A8 3%
AN Fit R A 2 I DN 7 A 9 BRI

AT 250 45 R AR B, ALY 20 K Bl i v 98
BRI TR R AL AR, R TRl
PR AT AR I 2K, R R T OIR R
AUFZEAL. NAFLD, KB 2= 1 /E - A
TR BN S PR BRAIG, AR = kPt B Rk 41
Je VG 25 2R H 2R AL 98 25 /K1 S R Y 20 A L
BAARFRRER N, BABENG %255
B LT KO (0 R B, e At oA B A5
Pk, e R B B s, 15380 T R

P<0.05, "P<0.01 vs EAUE; P<0.05, P<0.01 vs ZREHZRE;
P<0.05, 'P<0.01 vs KFISLE.

P-JAK2

P-STAT3

p-actin

3 [RESFRIXINAFLD AR FF4R4RP-JAK2FIP-STAT3R
IRBVSZNG. 1: 254, 2: AU, 3. IR, 4 ThIEA; 5
TRKIEA; 6 R HZRAL

JOL B4 B4l S IR IE 55, 1 B B IR kL ] DA ok 3
NAFLDK B A 98 = 1P, 1 a8 22 1 Rl
PE. BATTHE W P AR FORL AT TT BE XS 2R 52 A DL K
JAK2. STAT3HIWERRAL ™= A= g, DAt 3 AT
SE T IFFRE 252 AmRNAMIP-JAK2. P-STAT3
(PIZEIBAG O, CAUE SEFRAT M U (1) & BRPE. AT
gE LR, BIRZK U428 % %2 AmRNAR
TR IE W 0 M B ek 59, & H 22 K RUF A
2198 3 2 RmRNAKIA YA AL A vy, JE LA
JEROR AL 22, 5 AR T H AR AU L AT gt
ZE5E . BATTAE DN R R 2R I X 2 A2 AR Kk
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A UG X o ekl — 5,

h T FGE I R ORI 2 T AK2/S TAT3 4634
G5, TATTHP-JAK2HIP-STAT3 (K& AT T
W5E, X2 PRk 9 3 AR5 AN R R A, b di
JH B SARGE& JG A TAK2 MISTAT3 B ALY, A fg
15 55 3 N R REEE WA SN, B
S, B IR TT LA B P-JAK 2 FIP-STAT3
RAM S, SRR B B EEER, R
Kot i Uk ] RE S 98 25 TAK2/STAT 35 5 il % A7 4
WSER. HAT, B NS e AR G 17
JHF T2 203 25 TAK2/S TAT3 5 5 3t i P4 it . 3k
AT UGHHT TIX TR R, 4R, EAHREZN
R HE— IR
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