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 E: A FRAHEHEER, IFTEFLARARNGRRARL ST —2F % (inJuTea, UT) 32 B4R R
(Type 2 diabetes mellitus, T2DM) K K AIFEABTERSIE MALH . ik KA B IGIR R TS 4ENEHE £ M E T2DM K
REA ¥R ERGRKASAEEAAERE (DM) . ZFuUika (MET) . UTH&#Z4 (JJTL, 200 mg/
kg) « T ¥ HE4 (JJTM, 400 mgkg) . JIT &F &4 (JJTH, 800 mgkg) , HiXEH B (CON) , %4
BHRALHSA, A REMAETRAE, RN KA TR atE, FBEEa, SHREE. £BWR., Fk AR
K BT F 447, @3 16S RNA M B H RS KA BEHFAR, FTHRTABFTLERMHER0mEXE, 41
S5DMat, NTMAKRK ZMbtE, hFBELEOAR D RE HENZXE-oiEd XT8R2 FEK
(P<0.05) , AR EERFIEFS (P<0.01) ; FHdH=8. LREE, KEEKEQRERASTIERE
& (P<0.001) , HFEREARABAZEIEAS (P<0.01) ; REBFamENF-6. GmiaiFf-18 =G
FAEF-aKk-FRFEK (P<0001) ; 2EH A, SAEABETHES NI F TIHE 47.64% F 3576%
(P<0.001) o« JJTT# % T2DM KA AH S 4N, AT RAHELEM, T LATIHEE (Lactobacillus) .
J8.4F ¥ & (Bacillus) . unclassified Muribaculaceae. Prevotellaceae UCG 001 #9485t F &, TR TH KT H A
(Dubosiella) . unclassified Lachnospiraceae. Lachnospiraceac NK4A136 group #9483+ & . 48 A 24T % A,
Prevotellaceac UCG 001, U AFH (Bifidobacterium) B AR AFH (Dubosiella) 5 fo¥E o I§ 3547 % nAn k. 4
i JT A& A A& T2DM, £ P ITM AR REF, AMATREZMER L. AP HEAFLEMNA X,
K2 A S, 2R AL, Wi A, RS, SR AR
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Abstract: Objective: To investigate the mechanisms underlying the hypoglycemic and hypolipidemic effects of Jin-Ju tea

(JJT), a medicinal and edible formula composed of Abelmoschus manihot, Helianthus tuberosus, and Taraxacum mon-
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golicum, in rats with type 2 diabetes mellitus (T2DM). Methods: A T2DM rat model was established using a high-fat diet
combined with streptozotocin injection. Successfully modeled rats were divided into the diabetic model (DM) group, met-
formin (MET) group, JJT low-dose (JJTL, 200 mg/kg), JJT medium-dose (JITM, 400 mg/kg), and JJT high-dose (JJTH,
800 mg/kg) groups, with a normal control (CON) group also included. After 8 weeks of continuous intragastric administra-
tion, an oral glucose tolerance test was performed. Fasting blood glucose, glycated serum protein, fasting insulin, four lipid
profile indicators, liver function, and pro-inflammatory cytokine levels were measured. The composition of the gut micro-
biota was analyzed via 16S rRNA sequencing, and correlations between microbial changes and metabolic indicators were
explored. Results: Compared with the DM group, the JJITM group showed significant reductions in fasting blood glucose,
glycated serum protein, and oral glucose tolerance test-area under the curve (P<0.05), along with a marked increase in
fasting insulin levels (P<0.01). Serum levels of triglycerides, total cholesterol, and low-density lipoprotein cholesterol were
significantly decreased (P<0.001), while high-density lipoprotein cholesterol was significantly increased (P<0.01). Levels
of the pro-inflammatory cytokines interleukin-6, interleukin-14, and tumor necrosis factor-a were significantly reduced
(P<0.001). Aspartate aminotransferase and alanine aminotransferase activities decreased significantly by 47.64% and
35.76%, respectively (P<0.001). JIT increased the diversity of the gut microbiota and modulated its structure in T2DM rats,
specifically upregulating the relative abundances of Lactobacillus, Bacillus, unclassified Muribaculaceae, and Prevotel-
laceae UCG_001, while downregulating Dubosiella, unclassified Lachnospiraceae, and Lachnospiraceac NK4A136
group. Correlation analysis indicated that Prevotellaceae UCG_001, Bifidobacterium, and Dubosiella were closely associ-
ated with glycemic and lipid metabolic indicators. Conclusion: JJT effectively ameliorates T2DM, with the JJTM group
exhibiting the most pronounced effects. The underlying mechanism may be related to the alleviation of inflammatory
responses and modulation of the gut microbiota structure.

Key words: type 2 diabetes mellitus; edible abelmoschus-jerusalem artichoke-dandelion compound; gut microbiota;
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glucose and lipid metabolism; inflammatory response

2 HUME PRI (Type 2 diabetes mellitus, T2DM ) &
— PP A R GRS, B SR E AR
APkl BEE AT 7 AU RN 22 IR kR N
Ja), AR B T, YR EI PR PRSI (The Inter-
national Diabetes Federation, IDF) Fi i, 2 2045 4E
ABRME PR L ANECK Rk 7.83 42, Hir 90% LU 1
2 T2DM M, T2DM F= 22 il e i ZRARPT . B g 4
T sa T, FAEE mAE S5 . 18 AR R AE T
Jo B PR ISR A R G MERER . AT, K
FROBUIK ., A% 2125 . NS S TR S5 Ab 24 B 25 06 97, i
e sl o, (BHARN FH 2 5 | & i 250k 5 B i
AR, H I, RG24 AR HE G
EIEABE R IR VR SR B TEJE B

WApk, BETALge s “ 25 R BRI 19 RKAR
ZJWAE T2DM B s B ) R aT 5. Bk
2k, T2DM J& “fittie” Y5, “ IREE” M uE i) S £
L, W PR i DAV R0 TR RIS R T - 42
TEZE | 2R A B R T R AR M B[R]
PR ELZY, B SRS . MRS RS . SIS
AT E P A YIS RSy, ERCGE I EEEL . Y
MUKE B i 7 T R FE T EZEVERCT, I 022
WFFEUESE, 4638 (4Abelmoschus manihot (L.) Medik.)
FESREC AT R e 5 F AU . g RE BT G EE L,
10 P Nref2/ ARE 38 i A2 FE 50 A A DL S A3 iR
5 p A pVE B ) 253 (Helianthus tuberosus L.)
YR sk 2 A2 50, RRiE AT i B R
& MEAREFNNTER, BRI R, LAY PI3K/
Akt S GRG0 R 7 b s i, 2GRl

WEEELY B 9 A 9L ( Taraxacum mongolicum Hand.
-Mazz.) H AR SR SR ME AT e i A 25 7 18 40 B B9 HE 5,
MBI IE AR AP, A h, SEMR TR | Bt
AR R TS ARG E, A 22 B T TR G
TP FRIL W S U, IIE TR E N
HRE FAUH S SN AT T ST 2, £ T2DM &
I EIVE B 25 B . WFST R IR, T2DM B35 ik
TEAEVHRER VA, BRI U I . ZLIRAT IR S5
5B PV AN G A B L 1 BR B S5 2514 07 1 1 1
SNt SRR PR S A AR Ss5g i s 3 i BRI AR
BRI, 5 ENUANTFER IMAE | 12 MHAREE S 5EFIIH
THERACIHZEEL, IE] T2DM iY & A & o2, iR
SRAE PR AT 3E o PR - Q- R Sl B i
USRI, B2 s 5 1A A AR
X HBIZE RPN, R0, A TFFE 45 b TRk
Tkt s R, FE TP EEUI RS . KRG
“ 2[R YR v R 2 A2 T A aok VR VY i A TR T
T2DM AE YL B i AN 2, JEIL = 228
PrEWE IR AIRER o

X _ LIRS ES H, ARWFSEIE T = VS %
BH” RIS, 456 24 BRG] PRI 15, 5 B BRl AR 1)
AR, A BRI T 2y 2GRl vh w2
Ji——42 3425 (Jin-Ju Tea, JIT) . % 7 H & AE3E
(Abelmoschus manihot (L.) Medik.) . 252 (Helianthus
tuberosus L.) N 7§ 7~ J£ ( Taraxacum mongolicum
Hand.-Mazz. )20 %, B IEZEMIERH, Z TR
UL E IR B2 85, a5 TR, HE S sk
NG R YEE B TR I E R, I E AR A
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B 22 P B 5 BRI AL 24 T 0 0, 3 IRV 5
TE s, P LA R P AR 255077 2R I 280 =22
“H BRI A Sy SR EREIVER, | T
Tit T2DM 1%Ll S RGEIPH H 2520 M AL,
AT ok IS S P IR B B G E JIR A2 B 2R (Strepto-
zocin, STZ) i 5 #: 57, T2DM K UL, 4 B 200,
400. 800 mg/kg = FlHE2H, LRGPPl G325 KR
BEAB G . FEhER AR 28 Rl 745 SR pR i s It
HE—EFIA 16S rRNA FEEIMFHEAR, AGIE LT
A PREHAEFNLH, SR T 2 RE R
J7 G T2DM $RAEHT 19 SE SRR A S HE
1 #MR5EFEE
1.1 MRIEEE

SPF ¢ MMk SD KRl 8 JEl %, 60 H, 14 5T &
(200+20) g, Jb TR B R A R A G R H] [ 3)
YA VEATIE S : SCXK(51)2022-0002]., FiA 304
1Rl FE TR IR TR 25 ) 2 g vhu O i i S e =8, 1]
FeA: F R (2242) °C, FAXHREE 40%~60%, 7K 12 h
/SRR, TEHE B R SR AV E X & b B S5 3
P IR AR, A T A AR L T S8 s8I
FE B2z 53 25 ¥ A e = 900, #LiE S 2023-SY-215,
I BRI AR (BT 7 2H 8 60% fioKAbG4 . 16% %
FIBT. 3% AR FL . 4% £F4E . 5% 0 # BT . 12% 7K
43« R B s AR iR (BC Dy 2H 68 Bl 42.3%, B
JT 17%, N8 22.5%, £F 4k 3.2%, W 5%, 7K 55
10%) ; 4= 46 2% ( Abelmoschus manihot (L.) Medik.)
16 . 28 3 ( Helianthus tuberosus L.) Ht25 | 3 2N 3%
( Taraxacum mongolicum Hand.-Mazz.) 45 -/
fin, S FIRIUAE M2 Be i it AR A5 P, £81% B
EFEPEIEST G S K, TR T B T AT A
TR LR IR (FIES C109403, 4l =98%) |
IR XF R (LS C 108307, 4l =99%) | B Zi
XF RS (65 F103702, SlRE =99.5%) . = T X B,
(#IL5- R409144, 4l =98% ) . AR H X5} B i (Hik
5 C110085, 4l =98%)  bifgbalhr T a5 FR 2
w5 BEWRAA B 22 (STZ, S8050) | A5 iR B 2% 1 45 T
(C1013) dba REEERHH AR Al = HXUIK
(MET, S30880) iUV AR 0.9% A= 23R
K PUIEMEZ5; 50% AP ROUR 2
W2l ; a3 i )ik 5 22 (Fasting insulin, FINS) | [fL75
M1 25 1 (Glycated serum protein, GSP) . & JIH [&] i
( Total cholesterol, TC) . H 7 — g ( Triglyceride,
TG) . =% A8 1 (High-density lipoprotein choles-
terol, HDL-C) | {lk%% ¥ I8 2 11 (Low-density lipopro-
tein cholesterol, LDL-C) . 4% %Jifi( Alanine amino-
transferase, ALT) . 5752 ( Aspartate aminotrans-
ferase, AST) A LKA S Pt TR
FERT; AU 2K -6 (Interleukin-6, 1L-6) . FI4H A~
2 -15( Interleukin-14, 1L-18) . i J& ¥R € H F -«
(Tumor Necrosis Factor-oa, TNF-a) i B 6058 W B3k,

K (ELISA) I & i gk A 9 B AR A B2 Wl

DNA #=BURFIE bRt AR R BRA S
GZX-9240MBE HL#GE K14 iy

H BEITF AN F] HC-800Y Bl Wi vk a0k

T HARNT; AP124W HL TR H ARG HERLF;
M ($tE5 K007249G0574)  Z e Wik A

BRZNF]; D-37520 osterode &5 R E VAR S OHL 1H
[¥] Biofage stratos 2\ ml; M200PRO Ji# Hr 1%  Fi +
Tecan 2\ 7] ; Agilent 1200 = 20 W AH 1%L 35 H
Agilent Z3H] o
1.2 T E
1.2.1 &gEasnitiles ARSI A i T o il & 4
A%, HAAESEIE . B AR ZEFINH LN e 4 B —Fh it}
PR b 5:3:2 (O BRI, Sl il K RIS . S
SEZRFIER (177 I A B, B RS 60 °C At
T, Fraedtat 20 B 56, RS0 R 1 A8 L DE
ATRA, A 10 fEARBUE: (Y 2848 /K12 40 40 min, 132
HF R R 2 YR, BEUC 1 h, 5 P9 US4 318 T
ATE I, Gaukedi VR URT 1R, Tl a2 250 o
1.2.2 @AARONSTRIM SR FH = 0RO 2 1
(High performance liquid chromatography, HPLC ) X
GRS AR . IIMETR . BTERIR . T RER AT
M A T RIE M . SRS MR, DASRIER | i
P2 . BRTERIE: . P T ARBRR R bR v, da bR 2
5, R FH A TR e AT ST 25 2H A3 e s 5 dT . 2
BT SR Mars ODS-AQ {741 (250 mmx
4.6 mm, 5 um), LA 0.2% BERR/K W - EE(50:50) K
TLahAH, SRR EEGEML, AR RS 1 mL/min, SEFE A
20 pL, B 30 °C, KB [E] > 40 min, &0
350 nm,
1.2.3 T2DM KERRIFEE KB Sr2H )5 b h P
Fe—JE G BENLIEAT 5020, 43 R T % FEZH (n=10) Fil
AL (n=50), AT/ 250 . 1EH %] 2l (control
group, CON) 1] MESMA30 FRDAsE, AR 2l LA g b v HE Al
S FE 8 JH . MG, TEAS T 12 h )=, SRS S
1) 7 2L AR K AT 50 mg/kg STZ-FrAsEBiR 4l
22 P75 (0.1 mol/L, pH=4.22), CON #H Jk B JEs i
DA AT IR NG v, TS 72 h BEALIN &L 1M
B, DL ML 7K S =16.7 mmol/L /£ T2DM A& Al #y
I IR UER
1.2.4 shWor 503 FEARUFSE IR S 2 /1, 8
LA 4 JEIRYTIEESS:, BEE T 100, 400 1 800 mg/kg
=l . 259 IR, 400 5 800 mg/kg JIT 7l &t
21 ) RE b RS B 25 I IR (P<0.05), HL.3h
YRR RAT. PR, ASSCE3EE 400 mg/kg 1A ]
7 (JITM), F-4% . 0.5 f5F1 2 % 430 &% B AR5 &
(JJTL, 200 mg/kg) 5 &5 & (JJTH, 800 mg/kg), LA4:
HEPFHT T PERCOC R o B AR a1 R BRI 57
K1 5 2H(n=10): BEIRIFFFIZH (diabetes mellitus group,
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DM) . —H XUIKBHMA: X B8 ZH (Metformin group, MET,
0.2 g/kg*) | JIT =577 4H (High dose group of JJT,
JJITH, 800 mg/kg) . JJT Hi5flliE4H (Medium dose group
of JIT, JJTM, 400 mg/kg) . JIT fIKF] &= 4 (Low dose
group of JJT, JITL, 200 mg/kg), #E B AT 10 mL/kg,
HELEYZY 8 JE, CON 411 DM 4 Af H B SE AR
HHERIK 25 mL/kg, FLAYAAH R BRGE B X 77l = id 24
I I . CON HZE T M Pkl 7, HoR4S4H s T
= AR DB SR, T R B B R B OK

T 8 JEUA, KREESEAEK 12 h, i =30k
1L, 4 °C ##'E 2 h, 3000 r/min 2.0 15 min, WL )2
I35, PRA7T—80 °C vKAH#5 s Z S5 (i e ik b
FER BITREGIENEY), BT 1.5 mL EP &, Jf
G TR A AR, IRAFT—80 °C vkAR&H .
1.2.5 AfbFEbatill  SCEI RIS R T, SREEFEAR
WP LA PRAE VAR bR . SRR H 40 R AR EE
Al £ LH R BRI T 4525700 . 45 2530 h) B3 5 e SR A4
=, Il R E AR A5 E BERR: 4525 8 JHE, KER
A8Er 12 h iR, BY R IR, S0 i G AR
23 1 1LPE (Fasting blood glucose, FBG); 2K FHiat,
59 B 1 I 52 1LY B AL 85 H (Glycated serum protein,
GSP) 7K 55 1 AR #8280 243056 (Oral glucose toler-
ance test, OGTT): 4524 8 Jil )&, REZEE & CREEK)
12 h, B ENELL 2 g/kg H A HEE B AbFE, 5 M
BEACFXLEAE 0. 30, 60 il 120 min 0 He: 4 % 7K
S, JF TS MRS HE 26 T T FX ( Area under the curve,
AUC); JBRE ZRARD TS 24525 8 Ji)5, KEASE 12h
I, SR ELISA 150 % 1137 25 I I % 3% (Fasting
insulin, FINS), i3 5 ZF AP THE 4 (Homeostasis
model assessment of insulin resistance, HOMA-IR),
HOMA-IR=(Z= & === BB 5 32/22.5) P75 1R 45
s S D e 7K - Fe R AR A A 50 A $R 2L g 156 BH
45, %2 S HH [E {5 ( Total cholesterol, TC) . H 7 =Hs
(Total glyceride, TG) . {ik%5 & 5 &5 1 IH [ B5 ( Low-
density lipoprotein cholesterol, LDL) . /= %8 G
AH [& % ( High-density lipoprotein cholesterol, HDL) .
N5 % ( Alanine aminotransferase, ALT) . 45 B2
554 it ( Aspartate aminotransferase, AST); {iE 4 [ F
K SR A ELISA 52 F 41 A~ 22 -6 (Interleukin-
6, 1L-6) . FI4Hlifif)2%-1p(Interleukin-14, IL-14) Flfif
JEAIHEIRF-a (Tumor Necrosis Factor-a, TNF-a)7K3F-.
1.2.6 KEMIE 16S rRNA FEHMFE KA TGuide
S96 fitk -3/ ZEE DNA 1207 2 4L K 2H DNA,
BRELZA 200 mg FE 5L, HIAZE PGS AR, 183 IR iE
YeFHIATFE IS, F 65 °C /Kt H24# 60 min,
Wiml kIR H IR S . R s, fEwE I 28 L iksT
DNA 1B P Fge i, HoAh 5 B Fe e W] 5 225K
¥, DNA HEHUSF 1.0% EiEHEERS F 7k Fil Nan-
odrop 2000 Kl 2E FEFIWREE . DAFEHUAY DNA FEAR
AR, RIS 14 338F (5'-actccacgggagcageac-3') Al

806R (5'-Ggactachvgggtwtctaat-3'), X iz 18 4l B8l 16S
rRNA JEK V3~V4 XFHIIEATY I . 3B A
N 25 uL, K R 4H 43 M. 2xTaq PCR Master Mix
12.5 pL, 10 pmol/L [ FIFE5[ 4145 0.5 uL, DNA #%
B2 1.0 uL, BB B F /K 10.5 pL #hERFR . PCR
PR F B AR : 95 C WAL YE 3 min; M S 2EAT
30 MER, BAEIRLE 95 °C ZEME: 30 s, 55 C iR
K 30 s, 72 °C SEAH 45 s PEIREE ARG T 72 C L5E
fH 10 min, W 5E)RJG 4 C 1BIEAR T . P =
BIEMHEEI FE UKAS I S48 e, 4B st i ARt
A RAF 585 gimnm T TAE. A 2% 58
EMHEEE FIIAL PCR 774, Jfi8iiF Omega DNA #lift
1850 & (Omega 24w 34T 1T 2lifb ., R alifb/m /Y
PCR 7= 4%, 4 H lE X 3% (2x250 BP) 7E Illumina
Novaseq 6000 & _FifT,

1.3 #IEAIE

ARSI A s F 2=/ DU T 3 URER S N7 S
FITARER, S, I DU PR 22 (X5 ) o, R
SPSS 23.0 FHMAHATHTT#53HT, Origin2024 4k
TTYEE . R Pearson #HSCOMHT RN 2R (b6 4R 5 15
IE AR A M . T Tukey’s K360 BRI 22
J7 22457871 (one-way ANOVA) 437 i P22 57, e$F
P<0.05 12k i 0 25 S A i AR i o FF P<0.05 A
SR ] EA W 2L 5 04 P<0.01 BRI Bl a)
FERATE =L
2 BEREHR
2.1 HPLC A@MERHTZBHRS

[l bm v i A b, TS B SEEG FH A J0T KSR
W& A SRR . WITMERR | BTERIR . 2T T R KRR A
HIX HAA RN ST, ST a5 1.221%. 1.963%.
0.514%. 0.284% Fl1 0.095%. IR & X+ 18 5 A1 JIT £
i HPLC & DLIE 1.
2.2 £FEN T2DM KR4 KIstrnIs2mm

5 CON £HA4H b, DM £ K B o 1 W 35 1 %
(P<0.05), f54 T2DM AR LR I g BRARRAE . 25
25%6 1 J8, MET 405 JITM 4 K BUAR 2% DM 41
5 T, RIS YR T T2 4 e U 2 i e b R
BB R PR IR ACIRES, [FIBHEE Z W78 S 3
WD RE, PR P ST B B SRR B B 452550
2~3 J&, 2RI ER AL B 20 2, S RN,
THIR, Iz DM 20 H 5 Z S UEIE SRR T RFIL, 4540
P RS K P22, dHIRJC i 35 25 5(P>0.05) . FL
FELEZHEE 5 JF, MET 4HF0 JITM iR i B 5 s T
DM £H(P<0.01) (& 1), ¥/ 3 KW 1 ml A3 2560
TR IR R BRI TR RIS, H JITM BEERCR S
T XUIREHPEZS A 2 o AR T R S IO DR s 9 e
MBI bR, IR AT AR UL JITM 1%
A2 IE T2DM K BRI Z= 0L, B e o s
W
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Fig.1 HPLC chromatogram of mixed reference substance (A)
and JJT sample (B)

T LARIRAR; 2. WNHERR; 3. P Z0R; 4.7 T 5 SR BRELH,

2.3 EFEX T2DM KRG KRS FZHERMER

Al

WFoT4h B350, 5 CON 45 4H b, DM 4H K KR
FBG. GSP & OGTT-AUC ¥ i % F+ &5 (P<0.001)
5 DM #H A4 b, MET. JJTH F1 JJTM £H 7] %2 35 [
Ik FBG 7K (P<0.01) (Bl 2(A)), MET. JJTH, JJTM,
1 JITL 4H 35 8 2 FE K GSP 7K (P<0.01, P<0.05)
(& 2(B) ) 38 id AR 2 i a0 (OGTT) ik —
PR AL R BB PR S . 53R o (E 2(C)~
Kl 2(D)), ZET- #1144 (0 min), 286020 K BRI
Py T, Hodb DM ZH MB35 E 21.90 mmol/

L, & CON 2011 4.19 1%

Ho =

#5255 60 min, A 2524

LHR BRI HR RIS, B 2 RS

1 JT X T2DM KRR B0 (X+s, =10, g)

EE RIS, TS 255 120 min, DM 2H K SR 7K
SFEF1 OGTT-AUC #4125 5 F CON 4 (P<0.001) .
L DM ZHAH L, MET 2H . JJTHZH . JJTM #H A1 JJTL
ZH OGTT Fl OGTT-AUC 22 ¥iLAS [6] 2 BE 1 BEAIL,
Hih MET £0 F11 JJTM 4 AUC . 2 % i ( P<0.001

g% P<0.05). iXEeg5 S, JITM T TREAS A 2504

% T2DM K EUAOPHI SR

Z5 i ik 1 22 (Fasting Insulin, FINS) 7K 5 Fl §&
ALY PP (14 )92 5 R AP TFE £ (Homeostasis Model
Assessment of Insulin Resistance, HOMA-IR ) J& ¥4
Jie 5 B 2 ML Ty e A2 i 5% 2R HIK4T (Insulin Resistance,
IRVIRZS I EBEFSIR . 20 Hr L7 FINS KF
(Kl 2(E)), 5 CON ZHAH [k, DM 20 K V& FINS
M2 FFE(P<0.001); A5 T DM ZH, MET 4H. JJTM
ZH 175 FINS 7K F & 2 FF & (P<0.01) . HOMA-IR
ZE R (& 2(F) ), DM 4H ik 5 = R P36 o
CON 4 2 ¥ & 2 7+ 75 (P<0.001) 5 22 MET. JJTH,
JITM T, KE HOMA-IR 7KF%: DM 2045 fF
B, 3L AP U B — B R L2
ZEREH], MET 5 JJTM T-#10] [5]023% T2DM K

pRz A

L=

FRUBR IS B AR - T RET S A i 2R AT

24 SFFEF T2DM KR ILESE LR AR K E FRIRNm
T2DM K ERE 1B IR &5 2= HEP LA ZE AL, 31X
— IR HRAS A SR G G N . S fsis b, e |
A ARS8 T . IR, ACIHEERLIA 2575 [ R AE
S, T BUR R K- & A AR . ASIFZEXT L
W5 MG P Wi$EHr TC. TG, LDL-C, HDL-C Fl{ 4%
K5~ IL-6. IL-18 Fll TNF-a B3 HT4s 5 s, 5 CON
20 F%E, DM 4H KB, TC. TG. LDL-C 7K (& 3(A)~
& 3(C)) LI IL-6. IL-B Fl TNF-a /K335 i & T
(P<0.001) (& 3(E)~K 3(G)), Ifiif HDL-C /K5 i 2
F#AE (P<0.001) (&l 3(D)), X L4551 KL, T2DM K
SR 7 W 4 A% 1l
I o 5 DM #H Eb#S, MET FAREFE JIT 2H(JJTL
JITM. JJTH 4H) AR ¥ REREIL TC. TG.
LDL-C 7K°F % IL-6. IL-18. TNF-a /K-, 3+ H 4275
HDL-C 7K, iX—& IR, IT THALBEW 2L

55T B R

BIA

5T 1 SE I

Table 1 Effect of JJT on body mass of T2DM (X+s, n=10, g)

Hif 44 CON#L DM#4 MET# JITH# JIT™M# JITLAH
H1H 426.6+12.4 448.6+36.5" 461.2439.1° 446.9+34.8" 452.7+39.0" 450.7+19.2°
H2JH 444.1+36.2 442.7+40.5 467.5+50.4 439.3+39.6 455.1+52.6 447.0+21.8
%3 461.0£22.4 439.6+44.9 466.0£55.6 437.7+46.2 45424735 438.8+22.1
e 487.8+30.3" 431.0£47.9° 469.8+59.8 433.8+50.6" 459.4+73.3 435.1£27.1"
5 502.0+22.5™ 428.6+48.1" 463.1£63.7% 430.7+55.8" 458.7+60.4" 430.4+26.9™
g 506.9+24.6™ 424.9+48 8" 465.1£70.0" 431.0£58.5™ 455.7+68.6™ 423.4425.6™
7 518.9+22.9" 417.6+£52.2" 464.6+71.4% 427.6£61.7" 454.0+71.3% 418.5+28.8"
28 525.2+23.7" 408.9+54.5" 462.1+74.2* 422.0£61.4™ 445.0£62.0" 413.3+28.4™

T * R S0 IR L, 7EP<0.05/K - 255 B3, *+ R 50 IR A L, 7EP<0.01/K -2 5 35 #35/R SR M LY, 7EP<0.05K F-25 5 L35, #n 5
R A L, 7EP<0.017KF25 5 b 25

PR
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Fig.2 Effect of JJT on glucose homeostasis in T2DM rats
T (A) 2 s (B)MEFEAL LIS 3 15 (C) w4 b &5 (D) i a]-modE i £k T A (B) g g K (F) B RHCHTHE 4L CON:
Xt W ZH ; DM: ARZI8Y7 BB IO U 2H ; MET: FEMEXTIRZH ; TITH: JIT &R 4H; JITM: 1T il 2 ; JITL: DT RF 8R4, *HR
5XTRRAM L, 78 P<0.05 /K F-25 573 3%, * R 55X A M L, 78 P<0.01 /KF-25 573 3, =+ *F R 5XF UM LL, 78 P<0.001 7K
2z 5 3 #RR SERIZ AR L, 7E P<0.05 K225 03, R SETUAIMI LY, 78 P<0.01 K225 03, R ST

L, 7E P<0.001 K225 5 3%, & 3~ 4 [F].

THH PRI R B AR A S ZE AL, B it R gtk
PE SN o

BEAh, FFDIREAH SCFEHR ALT F1 AST BRI 45
RE/R, 5 CON 2HAHH, DM ZH KBTS ALT. AST
P2 (P<0.001), $R/RfEAE i . 5 DM
HAREL, MET 201 1T 45550 5o Wi4H 3 e 3 BRI
AST. ALT 7% (P<0.001 5% P<0.01), HH JITM 41
PRI R SR B A i 35 (P<0.001), AST F1 ALT & 1453 51)
TRET 47.64% F11 35.76%(E 3(H)~E 3(1))., 5%
W, T THXF T2DM K BRI ATFThaEE A W3 0%
PR, AT REIE T R U EE S LAY S 0E S v R 52
M. AL G, DT 4% T2DM KR g
WIS AL . IR AE S LA S A5 AT D R 7 T 140 2 2
) A 2 E
2.5 £%EN T2DM KR AZEEERIS M
2.5.1 KREGERAETSI R OTU i1t 3T 16S
rRNA KL, H:3515 4203665 25 & 5541, il
T X 33K 2 R A A T B2 (LU ARIME>97% R ME ) 15
F] 18664 MHE/ESTZSHIT(OTUS), s T 39 7.
92 2., 232 ~H . 421 FL. 726 4~JEFi 838 Fh,
ZEEHAS YR P R R AR R R A vt =
ZRME . TSR B, ANFELARE A KR IE
OTU ¥t HA£1E431k: CON 4H 4008 “1~. DM 4H 3771
. MET 41 4428 4~ . JJTH 41 4477 4~ . JJITM 41
4535 4~ JJTL #H 3838 i~ T OTU MG 4T4H
[ 22 LG, 45 R BN T IR H 370

1% OTUs, ZZEEHEEANR R ERSEA4 N BRI R e A7
#, B REGEMAESKRWEZH RS 456

OTU ARk n] UL, B PRIFG AR AL 7 T 80O B i
OTU %t H FF&, i JJTM ., JJTH 5 — H XU Fi i
ANRIRRBEPEFE OTU i, wi2b#e s hisila T T
T Rz iE i A = 8 B HAA R .

2.5.2 SRR SR ER BT b2

AT E R EIE I AR, ASISRITSE T Alpha ZHEM:
550, 5 CON ZHAHLL, DM ZH 34 8 22k =2 3
B ERFER(P<0.05), JITM TS, Simpson. Chaol .
ACE #01 Shannon 5 %434 .3 F+ 5 (P<0.01, P<0.05),
W] JITM GeWE A 238 = 1 18 o i 22 e = B

(I 4(B)~ 4(E)), 5 i DM 4 OTU %t [# 1%,
JITM ZH OTU %t e i W 45 R A0 — 3. B4, T
Bray-Curtis FEE 1 FEALFRIFAT (PCoA) 75, CON ZH
5 H A 2H B S 45, 2RI T2DM AR K B % 18 T AR
S5 A R (] 4(F)) o

2.5.3 JHIEREBEIFIE AL I8 R A oM

([ 5(A)~El 5(B)) IR, 1EM K L, #4540 R EUgiE
BT LUJELBE B ] (Firmicutes, 61.20%~72.08% ) Fll

AT EET ] (Bacteroidota, 16.49%~30.52%) A 3=, 4

WA FEER 80% LA L (F 5(A)) . FEEHEART 1Y
B T TG FE: £ ] (Actinobacteriota) . RAARAT P&

["J(Desulfobacterota) . ZEJEFT B[] (Proteobacteria) .
¥4 75 ] (Cyanobacteria) . PR B ] ( Verrucomicro-
biota) . 5 i1 #T54 I] (Campylobacterota) . 2 5 5 ]
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Fig.3 Effects of JIT on lipid metabolism, liver function, and inflammatory factors in T2DM rats
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Fig.5 Effect of JJT on the composition of gut microbiota in T2DM rats
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PAFRGIE . *FRoR X IRALAALE, 78 P<0.05 KF- 225 035, #0R SRR LL, 75 P<0.05 KF 2R3,
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fied_Bacteria) . 5 CON Z1AH Lk, DM ZHFF T T
BE b 2 BEAR (P<0.05) , Ji £ B T 35 B Wl 25 88
(P<0.05), T JEBER ] JC i 3% 22 7 (P>0.05) . 5
DM ZHAH EE, JITH. JITM A1 JITL 2152 BE B 1 /ABUFT
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AR 3 7 18 R 0] B ft R Y 1] %78, G2 T2DM 5|
AR HEZR AL
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J& (Bacillus) . ¥: AT & (Dubosiella) . 788 B BREH S
(Ruminococcus)%y: . 5 CON ZHAH b, DM 20 #LAF
B J& ( Lactobacillus) . X 7 #T B J& ( Bifidobacter-
ium) . HAEAT )@ (Bacillus) . ¥ AT 1 & (Dubo-
siella) D). Fz unclassified Lachnospiraceae [ 1 %] 3=

JE£ 34 5 T unclassified Muribaculaceae. unclassi-
fied Clostridia UCG 014. Lachnospiraceae NK4A
136_group Fll Prevotellaceac UCG 001 A4 AH X == B
FEAG . 5 DM ZHAHLEE, JIT B8 T LA 3R (Lacto-
bacillus) . ZFfOFTEE (Bacillus) . unclassified Murib-
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FRE, U T ALIRAT R E (Dubosiella) | unclassified
Lachnospiraceae. Lachnospiraceae NK4A136 group
FOAEXTERE . W] JIT XF T2DM /B 18 B E LS
A IERVEVE, BRI SpEN e ARG 15 2 T -
B, A E R AR

2.5.4 LEfSe 7r#r h % 2H [A] izl B i) S B 22
SEAEMIPR ), RHLRAEFR 3BT R00 5 (LEfSe ) 53
r (LDA 73 70 BI{E B E v 4) o 45 R FK W], CON,
DM, MET, JJTH F1 JJITM F4H/BIEET 12,3, 12,
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and metabolic indicators
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SR AP RE A CIHEY . 28 ERTAR, 1T iEid 240 5L
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SiE . BRI I8 B R D RR AR 1T O sZE S 0, Rk,
JIT VA5 5 B R 2R g5, [RIet = ef
T PR, AL OB | i 5 B ORT RVE . il
JH PICRUSt BB R UM 43 A7 #E— 20 3R B0, JIT W2
S T ShkoKAGG Y SRR AN T R FCUHAH DG 1Y
1RighEAE, RIIHAE MU T2DM A R FE e
JrHIPIETEVER o FHICME ST R, JJT LRy Pre-
votellaceae_ UCG_001 5 4&5E 5 FAHIC, 1T P XL
B AT B (Bifidobacterium) 5 i ZALPTE IEAHRE .
oAb, # AT B (Dubosiella) = 5 MUBFE HIFE A5

BRI R S AR R IR 22 IEAE DG . 3 Sk B

—2EFREH, JIT W LAE o 358 P i 8 TR AN A
FE MR BRI AR SN ZE B LR SR, 28 11 T I
TE 2 BUBHPRIGE FH IR T o

SR, A WARAE— 2 [ R . — 7T, Thed
o B 38 PEAE AR ] U 1 T AR T TSR e e 2
PR, NG e R EE . B2 RS M G E RN T AT AL, LAA
TR B MR = VR T R B [RI BRI 2 = S
o ASRAYBIFSE NN EE T [ B 3k S i A= ) A28 i )
REAEHH B % i AR 52, LLISEEEET T 1Y
T2DM TFRCHR . 55— 51, BT 16S rRNA L
JF D BE T —E 1 R BRI, & H BB L R iy
FFAE(DIREWS 7)), W ok I WS Rt 2Rk v (5%
LD AR =Y . R, 28] AT BEAAAE AR S R 2%
IREARIHIKOT 22 R Be AR T AR . Rk
PRIT IR T SR 2= R R 2H 27 | 23 5% s el A sl A Qi e 2
R, HEE I & 5 SR IR AU 2
BEATYGIE, DA T s R D REAY A, #E—2F
E VAN REZTE (b I uY W 7 e 1 I RN 111, £ ) Wi | ¢ e
HAE T2DM IGS7 I
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AW FERTIRR T b5 A
R Hp B2 5 ) —— 3 45 (JIT) ST BENR AR R 5
514 T2DM K B 25 AE H, wFgE 32 B JJT nl ek
F T2DM, H A JITM AR i 3, BEN8 A SRR
T2DM KB MUBEZK T, v e e 4i el DA, et g
JRARH, v AT D Redb 3, I i R 2 aua; W)
Bk, JIT HERCE I3l RIS U, AR DA 25 40 A A 34 5,
A F e 2, HALHI T Be 5 S8 S hE S |« 14
WAHIE A O, 2 e RlE T R 2 e e T
A4 PR T B SR E
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