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Research Progress on Mechanism of Chinese Herbal Saponins Inhibiting Colorectal Cancer
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Abstract:; The incidence and mortality of colorectal cancer(CRC) are on the rise. Although the existing therapeutic means
can curb the progression of the disease to a certain extent, there are problems such as large adverse reactions, immunosuppres-
sion,reduced quality of life and drug resistance,which can not fully meet the clinical needs. As an outstanding representative of
Chinese civilization , traditional Chinese medicine has integrated with modern medicine and gradually shown new vitality. Tradi-
tional Chinese medicine( TCM) has been widely used in anti — CRC because of its multi — level , multi — target and multi — path-
way advantages,and the active components of TCM saponins have become the focus of anti — tumor research in recent years. A
large number of studies have shown that Chinese herbal saponins, such as ginsenosides, polyphyllin and anemoside, can inhibit
CRC by regulating signaling pathways including Notch — Hes1 ,Hippo and STAT6 ,inhibiting CRC cell proliferation , migration , in-
vasion and epithelial mesenchymal transformation, inducing apoptosis and autophagy, regulating energy metabolism, improving
macrophage polarization and regulating intestinal guts. Based on this,this paper mainly summarized the mechanism of action and
pharmacological activity of Chinese pharmaceutical saponins in the intervention of CRC in recent years,in order to provide a new
idea for the drug therapy research and clinical new drug development of CRC,and also provide reference for further mechanism
research.
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B2 S PR CRC 4 MIIMA | F i T L b B B AL L B
A A RS IR AR L BT CRC AR TG 1, DA ik —
HIF R ERE CRC AR EES %,
1 HEHETEEME

R B BRI R BT R SETE A
BRI AN AR AR G E A% Z M
Ko (FHHNEY)F UK HE” T KT BN, 5 TAAM
LRSS, A T 2R BT P 3, SRR R T
CIEAAEN AT 7 AR DLAS O 32 TR R A TN &
9, [ T ) PP Bt AR S A FEAR S, AR 7 A, 1
PIRTE AR, “BPOR T MR TR S B RO W
BLD FE4 e I, R R PO A A 2
k. FARG S LT R 0 T FE 4 I A A R
BEDCRE IR YT e iR o ) S R O 3 3l 4R DR 3% A 1A A R
ALFBA &, L PR IE” BE 5 S v T4k B B R, e
W R B — ALY B R R B AR A R Y &
A LAV R R Rl 3 9 Bk T R O B, Bk IF Y 0 B B SR IR T
BRSO BE KA G S SR A R AR R T i
92, AR BA B R . AN ZE SO d ks T AR A
S, DU E N B IRIRE 2 N R E e K

0 AN T BB R, LA HC R I 2 AN R A T T 2 4
SR ORI SE I e CRC QYT R 5 AR, i 4F
e BRI Z BFTOR CRC W TE 25 W) BRI 4 J5 [) 45 1] v 25 12
PRI AT, JF 1 PR F 2 T BLBIL ) Jre 7 HLARG B ) 47098
W
2 MABELBSRITEENE

B EB 5 =k B FIRAE S e, )2 A
TAZ EE Pk F SRR T, PR R E TS YT
AL VR S AN 3 R 5 B W TS R B R A
R AR AR A B 2 R R ] 5 A LA I
SR 2 B T2 56 . AR TOR rp 2 B 2R o) i
LA AN R G ST AS 1R 2 A b R 1) B A Ak 5 A 0 1
A W R B A O R A AR Ak R i TR AR S L
il B 44T CRC RRMEVE—ZR3R , LU 4T CRC ML B 55 i 2
RIS E . S A DIOXXXVE 1.3k 1,
2.1 7% CRC #78 i HARE  AMEFRHE 12541
AR B B TR NAN HE  E R) v BE R P R i il G S,
G2 AT M 4 ANB Bk B o 0 39 2 114 A ( Cyelin —
dependent kinases, CDKs) F1 2] Jitd J& #1 55 5 ( Cyclins ) 244~ 41
L JEL A A AL A% 0 3, 2N 1) S T Bl R TR

F 1 PRERMIE HIRAE AL

2IEH FERITRM T ORI g k7] eI Z7% 30k

i CRC B9 JTHANER LRI 2ET  HCTLI6 40 SRC/BTK/TRIO {55588 | s AMMLER G | [17]
AZEHF R AS SW480 4 MMP -9 | iTREBEES He R IRAR | [18]
AZBHRS AL LOVO 4l E - cadherin T s HIfIGFE 5 |, FIRARIEL | [19]
S AjE SW4B0 i beclinl T,Bel -2 | 345 JT# (528 | [20]
AZBHCK  AZ SW480 4l GO/G1 14t LGl T ,S 1. G2/M MM ke fol | sROS T, MMP |5 [21]

apkgEy |

BHRT ®H 0 HT-29 4 TR | FIE] AR R | [22]

il CRC IRz Ia] Ak SEEARAT D LEHA SW480 4l ity E - cadherin T N - cadherin , Vimentin | [26]
R | G HCT116 4 FOXQ1 | ,E - cadherin T , Vimentin | [27]
20(s) - AZE AS SW480 , CoLo205 i fits Smad -3 Snail -1 Twist =1 | ,E - cadherin 1 ,N - cadherin , Vimen- [28]
FAF Rh2 tin |

AZEH RS AZ
HCT15 SW48 ZiJifi

7 CRC 4T BRI = HCT116 4
BB T HEE HT-29 40
ASEHF RSB AZ CI26 4
A P28 HCT116 40

%5 CRC 41 A W i Liv:l F RKO HRTIS 411
R A FkE RKO HRTIS 4ifi
LEH AT D sl SW4S0 4l

P75 CRC fiestfLIAEERL o - % % W FLHF DLD-1.Caco -2, Lovo,
B SW480 HT -29 4l
EPSLERER F3k% SW480 41

SW480 4l

it CRC B IR0 iR 1L FISKETRIT A3 [skd SW480 4Hfil
EHRAT ¥ C5TBL/6 /MR

7 CRC BT AZEHRB AZ ApeMin/ + /M

HAZ i R
ASBILE AZ
B K HT -29 .LOVO 4ijif

I BALB/c #f B,

Balb/c /N, HCT - 116,

NICD Hesl | ,Notch - Hesl {5238 % | ;E - cadherin T, vimentin,  [29]

snail T

Bax ,cleaved Caspase -3 T ,Bel -2 | [36]
Caspase -3 ,Caspase =9 | [37]
P-JNK 1 ,BAX 1 BCL-2] [38]
B35 IncRNA AGAP2 - AS1/miR - 646 ,Bcl -2 | ,p21 . Bax 1 [39]
Hippo {5538 T, A0 YAP (364, LC3 - 11 1 [43]
L3-11 [44]
LC3A/B 1.p62 | ,LC3A/B [I.LC3A/B /11, F WIS 1 [45]
mTORC1/c - myc {5 5% T ,SLCTAS T iR B2 e H ik 1 [50]

iR | 3R ATP | JHK - T PKM2 GLUTL | it i [51]
GLUT1 HK2 LDHA MCT4 MCT1 HIF - 1o \c - Mye |, #iilBEBER  [52]
STAT6 {5 5@ | ,CD206.1L - 10,CCL22 ,CCLIS | [57]
MDSCs % | ,iNOS T \Argl | ,M1/M2 Hf5i] [58]
Bifidobacterium spp. | Lactobacillus spp. |, Bacteroides acidifaciens , B. [62]
xylanisolvens 1, Dysgonomonas spp. ,Helicobacter spp. |

Akkermansia muciniphila [63]
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RSN 7, I ST O LB 4R R 1 ( Matrix met-
alloproteinase , MMP) & {4 PN — 28 5 B i) [l , 38 4o 40 Jifd 70 35 5
( Extracellular matrix, ECM) & #£1Ef, 25 CRC 1Y 40 Mo 1 55 |
IERE A2, I VA5 S 8 40 B 1) 23 A RN S B T 4 L e
PR B S L T PR AT L Y SE SR A A S R

Lt RH AS R Rhl R CK AT H  H B H 5]
ALK CRC 4S5 TR AR ZE , RIESUIRIE Y. Lt
YA ] RIS N 98 R 5 A5 [ ( Sarcoma virus oncogene ¢ — src,
SRC) A7 -1l 1% 22 B2 4 i ( Bruton's tyrosine kinase, BTK) | 5 1F
12 %5 AL K -F ( Triple functional domain PTPRF interacting, TRIO )
HIFIBAKF, i) SRC/BTK/TRIO {5 53 % , I F ik HCT116
ANNAFTE 2, 0 ) FLT RS AR 28, R B R RS 4T CRC 35
PE o AST Rl ATRE(T MMP -9 2R (1 9 423k 4t , O AT
Ik PMA 4b 3R SWASO 4t i 1) 1T B BE 15 b A 25 5 ik IS Je )
RN SWAS0 ML R FIRZE ™ . AZ 1T Re3 M
F I E - 85868 1 (E - cadherin) {335, JF Al )] LOVO 41
YO P BB RE 3, e AT 247 S 200 250, 2 400 4] e 9 200 e L o
', ATZF (paconiflorin, PF) 5 51 5 4 5 147 ) SW480 4
M5 , I AT AR SW4AS0 4H T A5 BRI 17 2855, 0F i 41 i) HAT:
BARZE . AS R CK Al FHE GO/GL HI4nML i, FEA% S
1. G2/ M AN He A5, ] SWABO AN AT 2253 %4, HE i 41
HOJELIT, A SWASO 4 s A ™ o HEAF AT AR CXCRT
A, BRI RS 32, i/ 2 R, 3] HT — 29 4 g fr) S A% 11
{285 A, BB I AT JE I T 25 55 MDR1 f 358, 38
i HT - 29/ — OHP i iy BLYb RIS 252
2.2 #1%] CRC L & W fr#e e b J 6] %% 4k ( Epithelial -
mesenchymal transition, EMT) J& 4§ 21 fifd g 25 4 M, 40 Jitd [a] 3% 432
(RGBT Bh M 1 SRS S A RL) W 2, BRI 1Y
SEREVERE IR, 200 M6 p L f) b R AN 1) W] R B 4 1] 78 4 A
BRI R 1R AN M A 40 6 1) B B B 1 T WL G5 BRE h
B3, 30 ) G2 O PR 40 M A 1R 28 NG RS Y . E - cadherin f U
D FNEIE A [ (vimentin ) I35 AT DA & EMT & A4: 4R
o E - cadherin j2—Ff 5 OB 45 1, HCHE A0 DX AT A 5 480
YNGR o Vimentin VE g ] 5T 40 o 9 —Fh A0 M B R 2R
A BRAE IR ) S o, AR IE 3 R A R a5 R,
ARy 50 [ 20 M A ) 2 R ) B R R EMIT AR 5 9 7T 4
o CRC [ BRI AR AV e 36y T8

SR F D.EMET 1.20(s) - AS 21 Rh2
(SGRh2) AZ AT Re3 S5 21203 Pl g I+ E ~ cadher-
in fFRIA, F&MIK N — cadherin , vimentin , snail 455 FH A Z 35, M
il EMT, 450 %= D (Saikosaponin — D, SSD) 7] & E - cad-
herin {323k, B N — cadherin £ Vimentin {3235, 11| EMT,
FERE I 0 20 M T, 3L [R] H SWAB0 41 Ay 3% 7 | i B 47
20 AT T (polyphyllin 1, PP 1) AT il 5 41 i 5 53 K]
T FOXQ1 Byl , JFE E — cadherin 33K, F#{K Vimentin A
Jeik SEAMH HCTL16 i fy EMT ™. 20(s) - AZ AT
Rh2(SGRh2) 333 T Smad - 3 \Snail — 1, Twist — 1 f{j5& ik, #F
Ti#EE E - cadherin {3235, B&{K N — cadherin I Vimentin f{j3
ik, M SW480 il Colo205 4ifii EMT™  AZ 4 Rg3( Gin-
senoside Rg3, Rg3 ) Al i FEARAH 22l HE DY Noteh [RlJRE H 1

( Neurogenic gene notch homologous protein 1, Notchl ) ,Notch2 I
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Notch3 Z ARk , FEMFEAR NICD 1 Hesl 25 [ #4943 , 40
Notch — Hes1 {5 5 %, 3 I8 E - cadherin & (4 #Y £k, M
vimentin \snail 2% [ [ 3 ik, fx & ] HCT15, SW48 4 Jitl 11y
EMT, Il HIG 5 AL A% ; HE— 2P RO BT ST 4 ), Re3 id ml i %
IL -6 175 S () EMT i1 Notch — Hes! {5 5 B 1935 ™
2.3 %3 CRCHEMAT AMMHEH T NPT —Fh,
SEENG B R o i o 52 3 22 Ffil i e 5 1, 2 A2 1 448
B AR AP , B HUAARHT S5 S5 I I B3 52 40 40 B 1Y)
FRFALE S . IERE T, AR TR &
R I g — Rl R A5 ML ofe b il 4 Mu s it A 0
TR R PERAMIR PR R R & AR . N TR MR AR R AR TE Lok
PP, AT E 2% R Ak &, A 3R B AR AR K TR R R
Y TS # W K TINF SEPRE R, BB T-Z AN G WTE
wARMIEH T B Wk A i -2 P (B - cell lymphoma -2,
Bel —2) G5 i G I 42, i 1 2R 1A A1 15 3 Al 0 41 23R e
(Cyt. ) BT, Cyt. ¢ TEAAEIBT 5 Apaf - 1 I dATP JE LR
G R T AMA DTS B R B IR - 9 ( Caspase -
9) . LESMIR Pk i 72 Th, & A BE TS 45 #9 8 ( Death domains,
DD) fFE T2 AU RE A Y BCAR I8 Caspase — 8 [ 5542 Fl
WAk, S B|IL TS5 55 5 & 5 1K (Death — inducing signaling
complex, DISC) fJE i, Caspase — 8 i 5 i i 44T Caspase B,
WRNEME R, XA ID A RS E O 1 A
Caspase —7 [T , EATHEAT 8 UKD HIIE BE— 25000 T ifF
HURRS . CRC P4 g v 42 BOSCE AV, — J7 1 R Al i g 4
G R 0 s M4 B, 5 — T ek R T T BRI
HREH | HHEETIT ASRY RS EHEB TS b
JH Bax ,Caspase — 3 ,Caspase —9 T [ ) F ik, T Bel -2,
CRC #HMIJi T, BT 1 AT FH 8 Bax cleaved Caspase -3 &
FI IR, BEAR Bel -2 HR AL, T 53 HCT116 2 i I
T2, ML 8 T (Sarsasapogenin, SAR) 3
-7 Caspase — 3 ,Caspase — 9 K [ ) FIE K, iS5 HT -29 20
M- E " . AZ e Rg3 al427% P - INK(C - Jun N -
terminal kinase, JNK) fRIZ% 35, 301G N B, 3571 & Bax 19323k,
T Bel -2 MY 3K, I Z&0A T CT26 gl =Y, gty
i3 il IncRNA AGAP2 — AS1 [ 3535, i miR - 646 fiy 3%
35, #E 1A 5 IncRNA AGAP2 — AS1/miR - 646, F} & p21 . Bax
MIFRIR , KEAIK Bel -2 (3R35 A2 4F HCT116 4RI T, i i i
SW480 Z e .
2.4 %% CRC 4 B AW (autophagy ) 2 AR AR, 1ml i
& AN A4 A A R A e A L A A T A
HHKHED (autophagy — related genes, Atg) 5548 B4 5 A .20 ]
BLE I BULTE PR 45 40 A B 2 85, Bkl A Wk o ol i I Y
TR T 2R 18 W 200 L 1 ) PRI K KO | I e &t A
JSLA )2 HEE 5 K P B, R g 8 WA, DT 4 7 W P e 5 ) Jo il
P AVESTY) . TETRER RS Atg IR 2 16 RIS
I IR & 5 A 15 T B 1 i A . X P S 3
B AR R AR v RS WK R S —E p
T A K SR PR BE AR 1 o 1 WA 25 Rl v R WU A
Mo EOCT , B WETELN Mt A R VE T E B R Y
T IR B8, [ Wikt 9 3o B3 8 2 3 A st T il AE i R A=
AR B, A Wi o 2 5 T A ) AR G A AR A R A
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T, F5 B A FRp e DR 2 56 B P O 400 1) 4 458 403 A 9, DA T A 44
Ji g A T 5 R, 6 IohRe & R I, 1 I Dy g A B R AR
I AR E I G 5 b i (GE A 12 F 9 400 M 3% 8 MHC - 1 9 R%
i) 2 SQSTML/p62 fE Ky —Ff [ W 32 1A, 2 5 F W A il
O, & BTIE B veim = i 845, 48 IFAl, SQSTM1/p62
FERy—F g BB, &0 B, 525 CRC T
R

AR | MR A SEHE T D S0l iE i Hippo i
Fr R 0TS 2 IRk ( AMP — Activated Protein Kinase , AMPK) /5§
PH % 2% ¥ 45 3 ( Mammalian target of rapamycin, mTOR ) {5 5 i
6, LC3 - IRk, IR B W AR 8 W at 1 A=, BE T
A A v, EAE R 1 (polyphyllin T, PPT) jd i 33
Hippo {55 BE 30 YAP iy 3E 1, B8 m 1C3 - MRk,
IHIE A WA 19 JE 8, V5 S RKO HRT18 41y [ e o 5 4%
Sa45 A polyphyllin A, PPA) RT3 .35 p - AMPK 1923k , [
ik p - mTOR {93k, #TG AMPK/m TOR {5 53 #% , I3 fin
LC3 - 11 {72k, % S RKO HRTIS i [ W™ . et D
('saikosaponin — D, SSD) R] &Ik LC3A/B 1 .p62 MRk, I E
LC3A/B 1 523k J LC3A/B 11/ 1 Y ELAE, 3F 1 42 /5 [ W v
B A RS, JTal R LC3 B SCIRUESE T A MR I 7= A, B
i SWA80 ZiE [ 1k, I HHE A
2.5 P4 CRC #E 2 MRu 4B BRI E A 02— el s ik
R R g 9 ) R o 0 075 R AR, 2 K 2 B A A ) AR R
iE, & MR A MR AL AR B A S RERIAE W A AT . K&
OGRS A J B IR 2 E TR
TR AT J 1 B, 40 8 00 M ) P DR 2 4 400 M P g o 8T
i 0 A 1) e A DL B T AR R S T R 2 DA G
I AR g R 0 2 A 2 2 i 24 340t T R
P RE MR R AR 252 CRC 1 & 28 L R — g b e i
e, S IEH R AN LL, CRC 20 o %) 220 5% 1R AU L = B MR 18 6
(Tricarboxylic acid cycle, TCA cycle) g ot 12 [ A A% H
WAL IR AR S5 R QAT T F oA

o = H AR R SR TR A o 40 1 SR A Tk
VIR S5 B AR R0 2 R 11 a5 BB, T 90 A 2 g £ a5 R
fif, TR FEPT CRC ARG, AP R, MR 0 i Bk
(Sorting nexins,SNXs) 10 B8] F}75 p — mTOR 2 T i 7=4) Raptor
GBL K mTORC1 g4 p70S6K 3Rk, FF4& 5 ¢ - myc MR,
HETTHE mTORCL/ ¢ — mye {5558 i, S 9 F 4 &t e e iz
H I SLCTAS AT fFy , 1 1 e 30 JEL B 2 e Bk &, Al ik
DLD -1 .Caco —2 .Lovo .SW480 HT - 29 ZHifisssg Flval& . o —
WA T L i bR R b SNXT0 1 Rk, IF i i
SNX10 w51 & (4 45 1 98 40 fis R mTORC1/¢ — myc {5538
BRI Vi SR TR A IO K10 5 T, 0 T 44 B A R e
PETTI I b R 40 Mk 51 . Sk S R 3F (Pulsatilla
saponin A, PSA ) Ji e 41l i 7 46 W O SR BC, 9D FLIR A ATP /9 4=
S, I 2 R AR I 7 OGS HK — T PKM2 DL K %32 26 1
GLUT1 mRNA fy3R3% , 378 117 400 1) 3 1 A, EL DK e+ R 245, 40
SW480 ANHIHT "o 53— IS th, PSA 3 T eI I
LT GLUTIL \HK2 .LDHA MCT4 MCT1 HIF — 1a 48, 3f-F%
fRIHFTH T ¢ — Mye HIF - 1a 8 I FIFLRFL I 11 MCT4 iy
i, R TTTABREA7 , BELIE SW480 RERLICI

2.6 %#ECRCE®Sa MMt EVEdiiE R ammiiz
SR E B Ry, S5 e R G R IR B D
A A B, IS5 98 1 2 2 S A A 2 TR R ol
T E WA M Y T B, R S5 Ak i L W 4 T (MO ) T LA 1 S T
T2 - 22 36 A A W 200 i ( ML) 2R A A 1 I 200
(M2) ™ M1 R g0 fE 48 3 (Interferon, IFN) — vy F14
WR Z BRI, W B0A S BA e R R AR T, 2k
P40 A 2 (Interleukin, IL) — 1B, IL — 6 Fl i 98 3£ %€ & T
(TNF) — o SERAEP o HSC, i IL -4 F1 1L — 13 Hal3# M2
T W 20 B A g T EE A G B R R 9 6 3R Pl G B
FLIERIRPIAR T, 40 1L - 10 FnEE 4k A4 K - ( Transforming
growth factor, TGF) — B % 5 F Wit 48 i f) 22 53-8 4 T LA A2
HEBSI R SR LA K 5 iy 49 B, 8 1) S 96 A G 20
(' Tumor — associated macrophages, TAMs ) 7 it 18 1 ¥4 3% ( Tumor
microenvironment, TME) #7 [ /E ] H 25 52 3 ¢ 3. WFSTiFE A,
TAM W3 i B g Ak b2 i CRC A KR J& , H B w4
H KRR R 45 IR N GV P 5 R UG AR B R

PR I S B R A3 BUR T A R
CD206 . IL — 10 ,CC122 .CCL18 | Argl 45 M2 |5 W 40 i 25 1 b i
PRI RIR , B MDSCs $iit, 32 = M1/M2 L5, i 1 i s M1
RIE RN AL . F1 K 21 A3 (anemoside A3) A] AR p -
STATG6 (1323, 31 STAT6 {55 3 % , #F i [k M2 5 B w40
MR mbREY CD206 IL - 10 ,CCL22 .CCL18 pyFik , il B
4iar M2 BB AL o SR ( Dioscin, Dio) AT FEAIE I gt 41
Jitt MDSCs % i, $ = INOS (19 3% 3K, BEAR Argl (%35, 48 &
M1/M2 LG, ik M1 70 5 240 JEO AR Ak, 4] M2 784 5 10 24 i
etk eI CRC Ay &L
2.7 P4 CRC g ## MNAWEREYREZ 1 haiE .,
FLE W RE AN A A B B A SRS e AR
BELRIZR” 25 Z M, X T8 Fe W) BT i W e 4 A 3 5
DA KA G 7 R R AN T s e B R R AR
MR 5 R A5 25 T (FLER TR BB FT T i BR T AN PR BR T 45 ) A
PL2PEBOR T CF AT B RROIR 2 JE AT B B R B O
PRERTE R IR BRI A5 ) o A 4 B8 FIAL 2 P B0 1 1A
YA 2 T BT E O VA , 00 3 R D BB A 5L, DG et T
Z 20T A B R B ZH SN, 5 A A M R ONE, RAE R T
FR I 328 (W BRI 2 AR ST — S BUBG AR — e T 9 I R
A HENTR R CRC R

AZ AT Rb3 Rd FIAZ B HLG Y K n] 5 4 d XU
FB FLERAF IR 7™ BRADUAT T A A AS SRABHDUT 18 W 2 B 1 Py e
SRS g T, WA O I PR N TR AN AR TR S DL BOR T, (2
[ BRGNS B D REVR S, A ] CRC 40l 5. NS 2T
Rb3 F1 AZ B2 FF Rd 0] T4 S A1 5 ( Bifidobacterium spp. ) (7L
24T B ( Lactobacillus spp. ) . F= Jig 8L #T B4 ( Bacteroides acidifa-
ciens ) FFEARBEHUFF R ( B. xylanisolvens ) 2547 % B , I /b K I
1B ( Dysgonomonas spp. ) FITEATE ( Helicobacter spp. ) 45 3%
9 JO A DG TR 1 2 B, T AR 48 TR 1 40 , R AR 440 B A
W A58, I I8 E - cadherin iR 35, I8 N — Cadherin
(238, KB b R 454 , 390 g 18 g, 4] Ape™ " /)
Umimesm . A S 21444 K( Ginsenoside compound K,
GC - K) nJ & th AOM/DSS 75511 25 1 9 AH 5 25 W 93 3 A 1
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Jo B AR B2 R R, JUHRAR = VB R 2 1 P g 2 14 ( Akkerman-
sia muciniphila, Akk) i) 32, #E 10 2 Z 0 #HHCT - 116 \HT - 29
I LOVO i fiyssgg' ™'

3 REERE
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