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W OE: BB BT WKHGE ARSI IR M B Anemarrhenae Rhizoma 5% J5 1697 ¥ KR N A1k rS  (diabetes
cognitive impairment, DCD) B3 BALH], Sy R 25 0 BRI 38 B ) B2 NI L IR IR & B i fe Rk dli . B3k b
2 R 5 25 B2 B0 FE 3 M F & (traditional Chinese medicine systems pharmacology database and analysis platform, TCMSP)
& PR ZH BT A AL 52 040 o0 A ik 98 5 SR 3R A B b 2 S MR RS, SR Swiss Target Prediction $# B 7l B 73 1438 £
AL MARIEEEIEE (Gene cards) FITEL N K& /K448 %E (online Mendelian Inheritance in man, OMIM)

1] Genemap 3k 13 2 ZUME R (type 2 diabetes mellitus, T2DM) FIBI /R K #FERWHE (Alzheimer’s disease, AD) F 3 [FAH
KEE R, R Venny £ FE 3R HURR 70 59 I ACHESE /5, JFiE It STRING %4 Fll Cytoscape 3.8.2 B AF 4 b JF- M4 i 2
HR-EAFRAHEER (protein-protein interaction, PP M%%. ) Metascape I & 4T3 KA A (gene ontology, GO)
IIRE S i R N 5 R A T R4 (Kyoto encyclopedia of genes and genomes, KEGG) iBIgE %708, FIH Cytoscape
3.8.2 FEE “ o HU S -EER” W%, KA m s IR RIS BRI B 25 (streptozotocin, STZ) 5 SHEIR R RAELY, WK
Je, BENLEIL 48 R4 AR . A 5B EH A (176.4 mgke) ShAIBHEH A (1764 mgkg). AHBHA (2.52 g/kg) L AIE:
4 (2.52 g/kg) AMMEHLPEIH (500 mg/kg) 41, F48 X, HI 8 HABLREKRAE XML, Brxtlash, HpBan
HAEH L4 ig =&AL (aluminum chloride, AICl3, 500 mg/kg), MJEBEIRFINENEERS (diabetes cognitive impairment,

DCD 8, HGHMAFH T ig42y (10 mL/kg), XL BRI ig SARARMAK, 1 R/d, 848, WEFAX
BB A BB I L 58 KBRS T AN ILBE s SR A Morris 7KK B A IR BRFIIAAIBE 77 R R AR -4 (hematoxylin
eosin, HE) Yt Ml 22/ 41 2335 5 X AR 4k ;. SR ELISA VEAG IR BRI 20 44 b @I ¥R B[Rl F-o. (tumor necrosis factor-a,
TNF-0). H40E/r%-6 (interleukin-6, IL-6). IL-1B #JEF T 1K, KSR %6 € & K &M (Y 1 R M. (reverse
transcription-polymerase chain reaction, RT-PCR). Western blotting 72kl K FUi 2H 2R c-Jun &3 K 5 W8 (c-Jun N-
terminal kinase, JNK). TNF-o mRNA FfIEE HPRIE. R  HLORE B BREE S WEE/E B A 120 A, FnBES 5%
T2DM Hil AD =% Z [A| IS4 HE T 61 A, YUPHEN FIEHAYT T2DM 5 AD B0y N EI B2 BIL, AIEEEH AL
PLR I BBy 4 A% O BES FEEJE TNF. B APEF B (protein kinase B, Akt)« g #1#3£ A (tumor protein P53, TP53).
B AR 2 N B ALY & S 2 (prostaglandin-endoperoxide synthase 2, PTGS2 ) FlME# 2 52 /& alpha 3 [A] (estrogen receptor
alpha gene, ESR1) &: WEIR TG SIMB AT Aeo0 LR MR . ShScinit ], SEBAE, &SHH Y
HBRBMEE. AR MERNEN (P<0.01), WFE4HE AR KR EERIA (P<0.0D), BREKRESHLARE, &
R KB4 AP TNF-a. IL-6. IL-1p BIFRIEAKF (P<0.05. 0.01). A=, ThEns R H 2 B35 4 55 5 2 R ALK BR A 2R
JNK. TNF-a mRNA & H KR IEKF (P<0.01), H # %1 REE 1 40 E A0 BEAL ) e ROR 20 AR T A8 i 12 4 20 % 2R
KB (P<<0.05. 0.01). £51%  ‘EJkt. EhABHY R A FRE K S DCL, H RS /ERT N 825, HpLHI T fg 5
2 INK/TNF-o {5 5@ B A K.
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Abstract: Objective To explore the efficiency enhancing mechanism of salt-processing Anemarrhenae Rhizoma in the treatment of diabetes
cognitive impairment (DCI) based on network pharmacology and experimental validation, providing a scientific basis for elucidating the
scientific connotation of the synergy of salt-processing Anemarrhenae Rhizoma and the rational clinical use of drugs. Methods The main
active components of Anemarrhenae Rhizoma were obtained by the preliminary chemical composition analysis research results of our research
group combined with the traditional Chinese medicine systematic pharmacology database platform (TCMSP), and the potential targets of
components were predicted by the Swiss Target Prediction database. The related targets of type 2 diabetes mellitus (T2DM) and Alzheimer’s
diseases (AD) were obtained from Ggenemap of the human gene database (Gene cards) and the online Mendelian inheritance in man database
(OMIM), and the intersection targets of components and diseases were obtained by Venny database. The protein-protein interaction (PPI)
network was analyzed and constructed through the STRNG database and Cytoscape 3.8.2 software. Gene ontology (GO) function and Kyoto
encyclopedia of genes and genomes (KEGG) pathway enrichment analysis were performed by Metascape platform. Cytoscape 3.8.2 was used
to construct an “ingredients-targets-pathway” network. In this study, a diabetic rat model was established through a high-fat, high-sugar diet
combined with streptozotocin (STZ) induction. After successful modeling, a total of 48 diabetic rats were randomly assigned to the following
groups: model group, timosaponins of Anemarrhenae Rhizoma group (176.4 mg/kg), timosaponins of salt-processed Anemarrhenae
rhizoma group (176.4 mg/kg), Anemarrhenae Rhizoma group (2.52 g/kg), salt-processed Anemarrhenae Rhizoma group (2.52 g/kg) and
piracetam (500 mg/kg) group, with eight rats in each group. Another eight normal rats were taken as the control group. Except for the control
group, all treatment groups received 500 mg/kg of AICI; via intragastric administered every morning to establish DCI model, all treatment
groups were given intragastric (10 mL/kg) daily afternoon, the control group and the model group were given same volume of distilled water
intragastric once a day for a duration of four weeks. Changes in fur condition, body weight, and blood glucose levels of the rats were observed
and measured. Morris water maze experiment was used to test the cognitive ability of the rats. Hematoxylin eosin (HE) staining was employed
to observe pathological changes in the hippocampal region of brain tissue. Additionally, the levels of tumor necrosis factor-o. (TNF-a),
interleukin-6 (IL-6), and IL-1p were detected by ELISA. Reverse transcription-polymerase chain reaction (RT-PCR) and Western blotting were
employed to detect the expression of c-Jun N-terminal kinase (JNK), TNF-o. mRNA and protein in rat brain tissue. Results A total of 120
potential targets of active ingredients of Anemarrhenae Rhizoma were screened, and 61 common intersection targets between Anemarrhenae
Rhizoma and T2DM and AD were identified. Preliminary evidence suggests that the core components of Anemarrhenae Rhizoma for treating
T2DM and AD are Anemarrhenae Rhizoma timosaponin BIl, Anemarrhenae Rhizoma timosaponin AIIl and kaempferol. Core targets include
TNEF, protein kinase B (Akt), tumor protein P53 (TP53), prostaglandin-endoperoxide synthase 2 (PTGS2) and estrogen receptor alpha gene
(ESR1), etc. Diabetic age signaling pathway may be the main regulatory pathway. In animal experiments, compared to the model group, each
drug treatment group could improve the changes in the fur, body weight, and blood glucose of rats (P < 0.01), significantly shorten the escape
latency of rats (P < 0.01), alleviate hippocampal tissue lesions, and reduce the levels of TNF-a, IL-6 and IL-1p in rat brain tissue (P < 0.05,

0.01). Anemarrhenae Rhizoma, salt-processed Anemarrhenae Rhizoma and their total timosaponins groups significantly reduced the JNK and
TNF-o mRNA and protein expression levels in the brain tissue (P < 0.01), with the salt-processed Anemarrhenae Rhizoma group and the
timosaponins of salt-processed Anemarrhenae Rhizoma group showing better improvement compared to the Anemarrhenae Rhizoma group
and the timosaponins of Anemarrhenae Rhizoma group (P < 0.05, 0.01). Conclusion Both Anemarrhenae Rhizoma and salt-processed
Anemarrhenae Rhizoma can improve DCI, and salt-processed Anemarrhenae Rhizoma shows more significant effects. Its mechanism may be

related to the regulation of INK/TNF-a signaling pathway.
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JNK/TNF-a pathway

ME R HE SR EY M Anemarrhena
asphodeloides Bge. I TR 2L, . H. %, HMf.
B. B%&; BEFEMNG K WHIERZ DR, AT
AT AMERXIE, AR 2RI
T A RERRN . FnBEVE YR N A B SR A& A
gy, R WT (MRAEZ). 7 “FHER
S ARREEE 7R g R A T A B kN B ER
il e B IR A FH 2 2 3 5 BS), R e T IR AN R G th
W Fele7,

¥R (diabetes mellitus, DM) & —FHE AR
) R BRG] AT 125 , 7 8 1Y) v R 2 51 S 0
95~ B8 DL I 9 55 — SR FE RRE , H BRFR H NV
WE 7, FEZRLE AT 1. AW AR, 5
HIRE R J5 Be 9% 1 58 H L 91 B KPR R DO 4% 4t
AT FI/RKIGEE (Alzheimer’s disease,
AD) #— MK TEFE NIRRT R, H
JRER I LA ZE 2] e kRGN, PR AR
WE” “RAE7. H KRRV S B R, W
ARARK, FNHEATFUER, 2 B REES
AD RAEMBERIGIN T 1.5~2.5 £, JFHIHFRINA
DI Ge P A5 I L2 B AR b PR (8 3 B e U, B
FR AD FrO8 “I0 RBEIRIE 7. DM 5 AD 2 [8]47
FHEATSWRR, WIRRM, PR RHIER
i B R R R, P83 ] 5] A R M B K TR A
BRI e RS R BRI\ 2 B PRI 1)
— P B LA O AL IR RCRE D231 B PR A R [ A
(diabetes cognitive impairment, DCI) = 5K
LR g AL, B 22 2B 1R . 1B E R
k. BERE TR, WA MME R, T8RS
04, HAT A SRR A A BEEVR YT DCI J7 [ f&
P H BN 2 197 A0S, HOG T ER A BEX DCI R
7 AR I s b

BT SR S0 BE B RE AR FH 23 3 0R 1K) R G
Jt &% T2DM F1 AD HIEVIRR R, A8 FUE— 2% K
BE R ) J5 0 B R B AS 1R 97 A T R oL
K FH WX 2% 24 2 22 (PR A 90 SEL B AN vl g Ak Py 24
P, TR ENBEDT DCI ) 3 B8 4 Bl o3 M AR R R
R UEBA I BEER I SR TT DCI 38 20/E H IR 4R m FL
BRI, X ) R 2 R B A 1 38 2% O R 22 N R Il
REB A BEAEER L.

1 7R
1.1 B

SPF 2t SD K 56 H, &FiE 180~220 g,
WH LT KAEEMBERBEDAERAR, FoiES
SCXK (iL) 2020-0001. K REFRTILTHEZ K
%% SPF i shyscgirply, fEMREGIRE 22~25 C.
FEXTER P 40% ~50% FRIIE B 25 A T 1& M IR SR 7 do
B AR S 200 7 R R 25 K S 3 e B2
Sk (kS 2023-011).

1.2 ZAR5EF

SRR W B T b 22 [ T R 24 25 A TR
AF 5 2306001), 2L TR 25 K2 FHRF I
B E N EGRHEYFIRE A. asphodeloides Bge. [
TR

BENRIE T 2 (streptozotocin, STZ, #L5 18883-
66-4, Jii & 775 =98%) W H AL 1= ZHAE M EORE
BRAR; MERiPEIE R (S H21021775, 25+
5 H21021775) W E ARk 2582 A0 BH 56— 25
BRAT; KRGS ('S C16266566) W H Ll
MR R AR AR KRB T -o
(tumor necrosis factor-a, TNF-a) X7 & (L5
23090735N). K HAfI/r%=-6 (interleukin-6, IL-
6) WFE (IS 23090737N). KR IL-1p W7 &
(L5 23090739NDI I H _EHFRIM AEYHERGIR A
A]; 5Xloading buffer FAFEZZMTR (H°5 2308001).
10X HLPK Ml (HiE'5 MA0012-OCT-11D. 10X H,
B2 (b5 MA0093-Aug-111). TBST 22
(#it5 MA0091-1-Jul0-51) . ECL KW (it5
MAO0816-Jun-13D) ¥ H KIEFCAEVFHEA R
m); BIEYR (LS 5221031002) W HE LR EE
BIHE AR AR FgRIEH Marker (fit5
MA0342-Oct-12) W 3 X R ARHEA R A A
PVDF fi& (0.45 um, #t*5 0000266369) 4 H & [H
Merck Millipore /A & . H4H Anti- c-Jun %2 K Uity ¥
fi# 1 (c-Jun N-terminal kinase, JNK1) +INK2-+
INK3 Hidk (iS5 ab179461) 1 [ 35 [ Abcam 24 ;
TNF-o. (D2D4) XP® RabbitmAb (#it5#11948). p-
WLEhE E (B-Actin) RabbitmAb (k5 4970). HRP
Fric 3% =Pt (itS 9074P2) ¥IHEEE Cell
Signaling Technology A &]; 48k FIH&HUAM & (it
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52309001 M B RKERLAHIRAF; T
ERlE/K (L5 00005113-130641). SYBR® Green Pro
Taq HS TR B SLIN 5201 i 8 585 Mg i =X 3 s S
(real-time Quantitative PCR, qPCR) &) & (% Rox,
5 0261-130715) 0 BRI EH LR A 7] 5
Trizol k7] (A5 140718) i F 35 E Ambion 2 7]
514 RN R I R A A7 R 22 7] Olige &
13 %8

FA10004B B! 17 C LIS SR 2 A IR
AFD; Mili-Q B4k (3£ Millipore 2 /);
KQ-250DB AU i deas (R i A (A IR
/vA]); Multiskan MK3 BYBEARAC (32 EIFEER KR
FHEABRATR]D: 580 BUMBEA (L3RI T &
A BRAT]D; TL2010S B Epd s 23T R (A
TR RERHCA R AFD: 04/BR186039 AL HIVKAL .
HLAEAE (3£ [E BIO-RAD A¥)); StepOne Y S %5
€ B PCR X (FEER KIH/REHL A F]); ZHIH-C1112B
s TR G CEEE SRR AR A F]D; L96G
FEPRY AL BTN BB R A PR A 71D FMB-40
RUHIDKHL IR ERFAACES): PHS-3GpH it (
WA R} AAXER ) Syngene G BOX H kit i EUE
B4 (FE[E Syngene A F] ),
2 Rk
21 WEHEFH
211 FARRETERG HITRIE RIS 2 RS
A2 s (traditional Chinese medicine systems
pharmacology database and analysis platform ,
TCMS ), AW 58 ¥ 52 1R AE 9 FI FH B Coral
bioavailability, OB) =30% LA & 2524 (drug
likeness, DL) =0.18 {EATHIE R#HE. 7EILIERAE L,
G55 VR AH RS RIE FERR Y, RE R BE R B 3SR R
BEAT V. B BESIFHRER IR, ik
H R 2 BT
212 VEVERC A DCT (M OGHE M icdE dl it
Swiss Target Prediction ¥ i i 1615 21 0 BF - g
MR T FERE &, 18Id Cytoscape 3.8.2 44
CHIBE-TETERCY - K], FIF GeneCards.
TE 26 N 2 i 8 /R 183 A% #048 £ Conline mendelian
OMIM ) 45 # ¥ &, Ul
“Alzheimer’s disease”+ “Type 2 diabetes mellitus” 4
K, PRHIZME A “Homo sapiens”, ik AD
5 2 RBEPRIE (type 2 diabetes mellitus, T2DM) #f
RPIFHL R, KA “Venny 2.1.0” 34T Venn E%:

inheritance in man ,

i, 1FHZYAIEE. FP AD Al T2DM =3 Z [Alff)
ACEERE R

213 HBAM-EHBEMEAEH (protein-protein
interaction, PPI) M & KM M E S 2 XKH
STRING 4 PEoxf 453 2 (58 S48 s gk AT o0 M, €
YFh N “Homo sapiens”, %37 PPI W45,

2.1.4 F:PRAIK (gene ontology, GO) IThfg S 5 #K
R HERFHAHF 4T (Kyoto encyclopedia of
genes and genomes, KEGG) HEgEHE ST KH
Metascape (4 ZE I EE GO 5 KEGG {5 &, Bzl
RSN TR FE#1T GO 5 KEGG B5:49r
M1, 1524 FIhiEE (molecular function, MF). 44
2t #2 (biological process, BP). ZHAIZH 7 (cell
components, CC) I KEGG &M & &£ 7 Hr.

2.2 EYPSEE

221 ZWmles ERAIRERHI A B 100 g F1EBE
Yo, 30 mL (553 g B HukFES), RliEE
%, 150~160 C il 8 min, HUH, BEil7l, HY
AL BB RIS =50, A 15 {58 75% L0,
B 3 Ik, BFR 1h, 38, GIHIEM, WRYs 2 I0hE
Wk, 194 SRENBIENZE . FKVEAE, 2 5l ek
SRR, AR 0.252 g/mL 257 . R HPLC
ERTRAR AT € B0, AR RN BRI b & Bk
EEF ANIB.A6 mg/mL, #h 1B AT % A BRE A
Alll 9.68 mg/mL. A= ARk 27 25 W] & -
WA N EHRE H 28 Tk, 4 D101 KL
W BB R EE 4 b, FH 0.2 mol/L &AL BN R /K
BREAm, T5%CEEBE, %, 34 HAamEEa
B, HAKSEL SAEFBES BT AW (A mEE
17.64 mg/mL), &5 408 67.50%, hEIEE AT
25 & A BE 17.64 mg/mL), JiR &3 BUN 73.49%.
222 &R 5% B s SRR S
ip STZ (40 mg/kg) FEENERPIRIALOS, 72 h 5l
AR BRI MBS, 425 I M BE (> 11.1 mmol/L
W9 B PR Ip A T ) s e ThU7), A IR R Y 48
KEFENL > A A BEEH (176.4 mg/kg)
H. HmEEEH (176.4 mg/kg) H. HEFIBEA
(2.52 g/kg) EhAIEE (2.52 g/kg) ZH AN+ PG 4H
(0.50 g/kg) #H, FH4H 8 K, BHL 8 KA KRAIE
IR, B RAsh, Hpsadidtad B ig
AICl; (0.50 g/kg), ¥y DCIFAIN, & H N4 ig
FAH RN Z5Y) (10 mL/kg), BRI, XFHR4H ig
SARFAZRAK, 1 d, T4
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223 KR —MEHME LHLERENRE
R AE L, B I & 0 5 K R T & 2 IR
2524 4 JE e K BRI, 3000 5 K BR PR IR /KT
224 TR SN E, A KRHT
Morris 7K2K B S, T K BRI 27 2 Fd Az s
1o LM I TR RAR BT & Bt E] (R ki
AR FIATEHEEE, 90 s A AR BN 5 2 F
B3 10s, %k4d, 55 d T ERMIR.

225 HIRHEERAE KR ip 20% % fi 48
(6 mL/kg) BRI A B, T 0K R ECH K R ZH 21,
A% TR T, Aa, Uk, BARERAFa Y
o, Bt N EER RN ZH 2408 5 X R BRI«
2.2.6  KHEUAHZH TNF-a. IL-6+ IL-1B & &1 E
BURBUINAHZR, &R R (g) @ A (mL) =
129 LB VKAEBRER K, 2138, B0 I -7
W, KH ELISA VAR IR A 20 TNF-o IL-
6. IL-1p & &

2.2.7 RT-PCR ¥ERMK ML+ JNK. TNF-a
mRNA £i&  FRECEZH K BRI 2H 214 50 mg, Trizol
PEEUAL RNA, AR 556100 B Pk A7 300 4 55 S B
K 278 5%t RT-PCR 45 Bk T 55 0 #r. 5l
VIR A 1.

2.2.8 Western blotting il K BRI ZH 234 INK
TNF-a [ ARIE UK RINAZZ) 50 mg,
TN 500 pL 2L RIPA bz 2 1A 00 ) 751 i i £
REW, BTHLSWHEN TS 50HK, IRIEEH.

&1 31495
Table 1 Primer sequences
LA F5 (5°-3°)
INK F: TCCCAGCTGACTCAGAACATAACAA

R: TGGACGCATCTATCACCAGCA

TNF-a F: GGCGTGTTCATCCGTTCTC
R: CTTCAGCGTCTCGTGTGTTTCT
B-actin F: GGAGATTACTGCCCTGGCTCCTA

R: GACTCATCGTACTCCTGCTTGCTG

K BCA VEMEE R . &AM ME+ hedn
PR 5 PR IS Tk Jre e FLVK, %% 22 PVDF i, 2234 4]
&, MAN—Pi, 4 CWERR; MNP, 37 CHF
H 1h, /4 ECL 4b 2= kG &R 7, KA Image-
T AR M SR K FEAE, DA B-actin NN SR
FHNT R IE
23 GEtESH

KA SPSS 23.0 FAE X S B m AT S i 4
Br, SEEREE A X £5 Fow, SHBHE R HRH =TT
Zoila, ST AR E ST
3 #R
3.1 AT DCI MR ZHIRF 54
3.0 FIBRHEVERC LIRS i@ IE TCMSP
K PR A 2R 0 BEAH OCTE R A 3R 81 AN b,
WHE OB=30%. DL=>0.18, [{3: & & H M X}
FERE SRS, LR R AN B BIL. ANEER
AN FBEEEAF BI ML EmSE 16 MEHERK
gy, WLk 2.

*2 HMEEMRS

Table 2 Active ingredients of Anemarrhenae Rhizoma

s T T SRR 7 Pubchem ID
1 HIEE R T BIT CasH74018 44575944
2 T CaoH150 5280794
3 (2)-3-(4-F2HKa-3- AR - E)-N-[2-(4-FR R 28R 2 3K TR RN C1sH19NO4 6440659
4 IR C27H4203 99474
5 B B C17H17NO3 13939145
6 & BB RS Ca7H28N204 13855373
7 TR IR C29H1603 16309852
8 MR C21H2006 5318980
9 FIBRFRFF CsoHg2023 102586053

10 /N SR C17H17NOs 441594

11 Ll 251 C15H1006 5280863
12 EAEFERL C27H30011 5745470
13 FnEEEE C Ca5H74018 53462233
14 FnEEEE E Ca6H780190 71307556
15 FIREEAF BI CasH76019 44575945
16 SRR AL CrgH128026 155887663
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3.1.2 M DCT FIRSHE S IEE  TCMSP
Lj Swiss Target Prediction (4f & 1 7 12615 2138 PE &
I3 0 5 4L 120 4, f# ] Cytoscape 3.8.2 Bt A4 2 11
REIEVER 40057 25, WK 1. Gene cards 3
PEFERT 2R AD FHOCPREE S 1 937 4, T2DM
AHIRPIREE AT 1 631 4, KA “Venny 2.1.07 47
Venn B [2z1, 151 24575 EE5 %% AD Al T2DM
=2 AL A S R 61 A, WK 2.

E1 mE-EERST-E R
Fig.1 Anemarrhenae Rhizoma-active ingredients-target

diagram

HIRE AD

640
(24.4%)

T2MD

E 2 %185 AD-T2DM &S

Fig. 2 Intersection targets of Anemarrhenae Rhizoma and
AD-T2DM

3.1.3 PPI MK EE 58T PPI MZH 60 1
M, 667 N, degree [HHFZHT 10 FUFLHEER 53 2&
TNF. AKTI. TP53. PTGS2. ESRI. B 4kt ss-
2 (B-cell lymphoma-2, Bel-2). &R & H -3

(Caspase-3, CASP3). 555 3 &I RMIEEH 3
(signal transducer and activator of transcription 3,
STAT3). K575 T8 11 (hypoxia-inducible factor-1-a,
HIF1A). i YIRS A 3055214 v (peroxisome
proliferative activated receptor gamma, PPARG), £k
SRR, B, SR, RIS, B
FERZBE (B 3D,

B3 MEEMEMSS AD-T2DM ZEEFER) PPI ML
Fig.3 PPI network of active ingredients of Anemarrhenae
Rhizoma and AD-T2DM intersection gene

3.1.4 GO DjfeMl KEGG @& £ai  FIH
Metascape - & X% 61 MG FEFLILR 1T GO 73T,
SRR, 5 AR B AT . W RN
(response to hormone )+ 4 i % ¥ 2 HI ¥ ) |87
(cellular response to hormone stimulus) %§; 541
oM R MIBIA . MMM A X (perinuclear
region of cytoplasm ). [ il &5 #J 4 ( membrane
microdomain) ;54> 1 DIREAHIC I8 % 2
HE A R TEM (protein homodimerization
activity ) « T & WOE W 7 R 7 i M (ligand-
activated transcription factor activity) 4%, WK 4.
KEGG E&oHr, kKN P<0.01, 3 1647
% KEGG w4Eilg, Hrh PEHAAHT 20 9 KEGG
BRI, WK S, XL n] e MIEHATT AD 5
T2DM HISSHEIE I -

32 ESCIRLER

321 REEEBHEBEERL  SEIRIE, XA
KR BB A BT BH KR K EIZ
WP MRS SRRAE, &
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membrane raft
membrane microdomain

extemal side of plasma membrane

response to hypoxia

response to hormone
positive regulation of cell migration

cellular response to hormone stimulus
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Fig. 4 GO pathway analysis of potential targets of active ingredient of Anemarrhenae Rhizoma in treatment of DCI
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Fig. 5 KEGG pathway analysis of potential targets of active ingredient of Anemarrhenae Rhizoma in treatment of DCI
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Fig. 7 Effect of Anemarrhenae Rhizoma before and after
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Table 3  Effect of Anemarrhenae Rhizoma before and after

processing and its total saponin on behavior of DCI rats

(Xts,n=8)

ZH 5 fill:s HaEE P £k 30/s
Xt B — 11.27+5.37
Lt — 30.154-6.31**
R R 176.40 mg gt 23.30£6.92#
AR R 176.40 mg g* 14.97 +-5.87#4
HEHNRE 252 g%gt 30.95+5.98%
EApSIRES 252 g%kgt 23.97+8.10%"
nH 7 P 0.50 g kgt 15.124-5.78%

HXHRALLEES: “P<<0.01; SEAALEE: *P<0.05 #P<0.01;
A mERET AR AP<0.05; SEKIBHHLLE: 24P<0.05.

**P < 0.01 vs control group; *P < 0.05 #P < 0.01 vs model group; 4P <
0.05 vs timosaponins of Anemarrhenae Rhizoma group; 4P < 0.05 vs

Anemarrhenae Rhizoma group
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Fig. 8 Effect of Anemarrhenae Rhizoma before and after

processing and its total saponins on behavior of DCI rats
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Fig. 9 Effect of Anemarrhenae Rhizoma before and after
processing and its total saponin on pathological morphology
of hippocampus in DCI rats (HE, x 200)
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AAP < 0.01 vs Anemarrhenae Rhizoma group, same as below figures

10 &EKBRMEALF TNF-0. IL-6. IL-1p HIFREKTE (X+s,n=8)
Fig. 10 Expression levels of TNF-a, IL-6, and IL-1f in brain tissue of each group of rats (X £ s, n=8)
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