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* 3 Apple polyphenol along withl, 25~
dihydroxycholecalciferol decreases TGF-/5 1n
v diabetes nephropathy
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VAR AEBRRNYGREEDAE S ERAIR N R min s X > EMmE
B4 R RERRE RS c kT ZREHERXRERAIACE W E
AmIEE R BEFRGETERBRATFEFEZLEE RBTRE N ERE
2o BRRIMARBAEFD BATCHET AR - B X902 RILRATR
FRABRESBHERMRGEEEDRBRBSTZSE A A2 F—ABERHKRR
DR E B R ASHER LT RATRE AHLRAL ~ TUE e
R BRI EAHFNASTZHEEARAELE —ABRRBE > BHRRLHRESH
A X DRARB ZRITER > &+ BZENE  KETRAK - R RIRE
Tt e FIREEIR ~ RRRERACSHEFT FRRAERSEBHRELED
HILEALR I R e95h 3 0 AP E 3K ba B AT 4 BB B » AR 7 7T At etk
e ARARBER  RARSHAEALAFD AT RBAR N > RRBKACREN
T 2E 4% 8 kR Bk % o



EXHR

Hyperglycemia potentiates to cause nephropathy via chronic inflammation and
oxidative stress. Due to the process occurring earlier, intervention of substances to
decelerate nephropathy is an important task. Both of apple polyphenol (AP) and 1,25-
dihydroxycholecalciferol (Vitamin D) were reported to be available for anti-oxidation
and anti-inflammatory. This study conducted AP and Vitamin D in different dozes in
type 1 diabetes induced by streptozotocin (STZ) to examine its effect in diabetic
nephropathy. After treating the intervention for 10 weeks, we collected the kidney
tissue and serum for further analysis and immunohistochemistry stain was performed
to examine the expression of relative proteins in order to figure out the effect.
Additionally, we conducted AP and Vitamin D in granular cell directly to make sure
the results were similar. The evidences revealed that after conducting AP and Vitamin
D as nutritional supplement, diabetic nephropathy would be decelerated because of

the decreased oxidative stress.



R—%- A%

— AR B R

B PR R B R AN R BB R X — 0 RN G S AR AR BB R T
WO MAE R K 0 AT 4RI - £ FGHRTNEME B4t - [1]

20154 > SE O EmERERERERR 2155 (N/BEAN/F) > £
F BB AR FBRRI TR EEHE453% - BE T RFR (2002 ~
2015 4 ) &7 B ME Bk B AT R BE AL 2 R I e A o [2]

VERBRERFERZRARBRAGALZEFTER - RHPBFTERAS L
o REBEMAEE Y 0 EHFE € sk 428 89 ROS(Reactive Oxygen Species)3¥
/m > M &1L Glucose Dependent Pathway Xy F a5 £ K B F ~ 3 X ol &
REALR A M R HEEEEREZ R > 04 4 %M 0 /B(Systemic
Hypertension) & & # 3K 1 & #o & (Intraglomerular Hypertension) © i% s, B 43K A &
fo B 694498 % © — ~ vasoconstrictors #9338 v > 4u Angiotensin II ~ Endothelin-1 *
1 BN EYARILEE 5 = ~ vasodilators #9344 v > 4o NO ~ ANP ~ kinins & COX
E AN NEBRPETR 5 = ~ Tubuloglomerular Feedback (TGF) ° & B/ % A 4
A T AR A E ] o [3]

B AT B Bom 66 % X A L e Bom R Ao SATRET 0 A ¢ [4]

£ —RBRREHEREF

ACE inhibitors 3% B # ]
MRAEL B BIEFEER FELEKZE KGR AT ACE
inhibitor > ABEMME A M B ehH BB 4m > TRV R EGIE L% REZ N
WEROR B R R AR e R -

£ R RREEEREFE

1. ARBs # F##!
A% RENAAL B 06 BB > St F — AR B4 4T ARBs 6% » 7]
D 25% B H d FHALELET LA 0 3R 28% B HER A KRIIET R o

2. ACE inhibitors % & ##|
%@ ADVANCE #%5: > & #11# | ACE inhibitors =] {# fu J& - 34 {8 F 4 3t 4% &
B B3 A 6 te e TF B 0 (B3 e E WUBR BT B E A SRR 2 OREA B RBUR 49
REDEEABFABRE S B TR ZOASE 2 RLEEF LRI
RE A REUEERREEREKEARXAERGET -

3. S5EEFraETH
St IR Bom % B % > IR ikl ARBs 2k ACE inhibitors 4 > "B
Diltiazem $1 Verapamil £ &V %& & fk 69 3h % > b9 ¥ ARBs 3 ACE
inhibitors 3t & & Ao RBOR o B AT HHE5 BT FALET B 2L & & B ka4 i
RARAE T > 3504 non-dihydropyridine 45 3T FLET B 12 T =T AR F 4

3



KRB > RS R TAE GBI A T 42D RisEkak
B E 0 W B — I8 AR IRER A3 A Diltiazem T 2L 8 B 43K 3 H ™ A BN R
bEG B e

4. fBIEH
RBET 0 RIS 60 F B e K@ik B ohrE ey B 0 A& ) R %
FAES B ok B = RIME SRR Bom % R HACPHE R 9 A o BIEHI O @ B AT
W %4 % RAAS inhibitors * fE4% th 3O B ARIR IR > &M AR E 43k R
B AR IR RET AR EE k- BATHN ARG RGRE » &
Ko R 4] B AR F AR 130/80mmHg; % ¥ =R Jk & protein-to-creatinine ratio
(UPCR)4E 1000mg/g A £ A ¥ b B % > & e A s B 4] FAK - 12
@H Fb oy o R 3% ] 24 CKD K %A H 8 > B &3 All-Cause
Mortality © P A & % 690 45 & & % 187 110mmHg; A SR B Ak R % & H 2
47 5R B R & AR7 75mmHg e

5. MEEH
B BR T RE R GO ME SRR B EATR EL > TIRE R R GRS - #A
REHNWEHEEVABRDYE > EXHGERBREAHNTROIER - 5
MBS IERI T @ BERFEF BN EF BN ARG RAE
AL BACH A AT S > BUL B ATH & A o i I fe 48l Bom 4 B & &
ERERBER -

6. dndEFEH
B EHAR T THERBAAE N BN EEOR FTRAEREDA
SGLT-2 inhibitors (Empagliflozin, Canagliflozin); DPP-4 inhibitor (Linagliptin);
GLP-1 agonist (Liraglutide) * £ ¥ SGLT-2 inhibitors 89 #4827 38w ¥ &
WEVE IR R B ID > bAE NFR D B AR 45 30 ) B 4E B B IR IR TR 0 W E
KRB 4K B ) > B AT A F45 X 4549 & Empagliflozin o Canagliflozin °
[3]

7. BHBIRIEF
BRI 0 AR B H IR B AR R DR R #1855 ACE
inhibitors/ARBs 38 &i & & /2 /1 A M © Bt > %% 4% A ACE inhibitors &
ARBs B > o JRIE1F 40 P2 6] T & G SOk AR & @B A IRIUVK
SRR o B AT RS B IR4N< 100 meq/ X » AR 24 /N B R IR Z 4N EE T 91
UL BT IR - ST HAORANBET AR R > REMEE AT RIBRAKRE - %5
BRRRIEEY T AR R AR B HE L SaBET 0 R E F A KA FI B LR
ER R & W

— R %Ey
VAR 0 N S By FRAL A R B bR e 0 B3R S By s b A TR AN
L ERRERMEMT 0 BAAR > LEIEILOMAR S F A F AR BLE



RN HWHF SR RBEARLERFRERO - HFEAR > AR SMEA

TH A
1. $#L &1t
TR BRELB TURBRGNAME S TATWERREFR EMEAIL

XK - & Bajtetal B EA L ERBENRATHRREE AL
B 713 R e AT RRAB 5 (5] 0 @ REER AR S BTG RZEREA T
AT R Euysh k6] - MAMFIIE L AR S By -TapHl 442 X E 694 £ R0
W AACEE F[7] 0 7T TR AACREIR G 6938 hm B3R Jofie /1 KR - [8]

2. EXER
FRBET 0 3% % By P &) Phldz #v Phlor 7T A & AT 51 A% £ (PGE2)#) & £ &
HEEEmL T IL-8 69 & & > FFREE X RIE > @R T &R E 4 XRIE
[9]° B4 AEMEBEERET > MCP-1 R EZFNHF > AR SEHEH
7275 HE PR A& MCP-1 & 3B E[10] °

3. BB CREERRB
AR RS AES R ~ R4 d M MRIEE ~ (TN AR RS 4FTR
R FERE B B2 h 24 [11] » FrAEdpH] LDL AALEE AL » KR iR BS I [12] » 5
ST LA BE % R D By Ak AR AR AL R S Fe BT BS A S ME[13] 0 B LT AR O e R
;]}35 o

4. HLEB/ER
WA R > AR S By 2 — 89 R It F % (oligomeric procyanidin) =T 3% /v & i 4=
LR 4R R AL 0y 3B B M R %a it % C 69 FEL » I£7E 1k caspase-3 & caspase-9 °
=] FR ] % B3 4 B 6 AR T RAR G B e R 69 B RS A T o [14]

= #AEFD
A FDAABLENREEEELARZ — ABBFEAEZDWEERES
HRMER > @G EATH - 2HERLNEH - KT RA4ELEF DRILR
S B —RIRAIFE GG T 6 UVB B AHE & 69X 805 B B3(7-
dehydrocholesterol)##4 A %44 X D R T HBATFRAKR T ELZ 44
% D ARG IREAL T AE BT AR AL RS A 40 8K SRAVL I 408k o R i ABT B A 4T
% — =k # #84b(hydroxylation) 4 A 1 #5 A%, 25-hydroxy- vitamin D (25(OH)D) * it
WATRRFE B REANIRIEIRE T o ik P o) 25(0H)D B AR A B 4L £
DA KIKNIEAL 2 REA AEEN > EALEBIEA 1,25-dihydroxy
vitamin D (1,25(0OH)2D, %, calcitriol)[15] © ARE ¥ JE W 2 ik T REFF E 09 R &
1,25(0H)2D £ & BB B N E LR Mo b 0 A HEAb 35 %% ta 4
N eyEF R AEIE LR e BT B A CYP27BI1 5 My BB /M B 4 48 8% 3% 4 B P &
A8 1,25(0H)2D E & A 3 4 ik (paracrine) 2 i P 4~ (intracrine) 89 7 X AE A
IR N IR AE IR B Y i TS K e

HRSREEEFDHRARRYABERS > Bbh T4 445D BRILR &

BARREZI > BHGARBFEEFT DY EZRR > AEBARNELEE
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D46 80-90%: S5 TARMVERKABALNEE B AEMEHEE - £
B~ FEFEE) S8 URRAESOERE B TRZERNELED
8% F[15,16,17] ° £ F2EEF & T @88k mb b 256y 7-K 805 B B R/ 2R
I B FeAEAE R R 84K > B M 7T A B BAR RIS 1 4 4 &
D[18] 5 sbiRBE AL 44 & DS Z 6 5 SR

4.

BATH WA E D AROAREZHERALA T I KA © [18]
S Y #5551~ 1 A Ho e

R AN EZRR > SNSRI MBI LA > EE X
D €1 /N 456 RN o o 4E BRRE A5 00 HE R D 0 35 L Ao B8 N 64 451
B REARAT AL R I 435 o 4509 T4 0 E BE P9 6945 R R BLHE ARG 45 T R BT
wAEFDRIGERAEETR TR ELOSNERF o Fae) - A F DY
RS VE A £ BT 48 1% 4m B (osteoblast)#y VDR $17E 44 £ D &4
#% > fE ta B B 7 kB # % 35 75 1L B -F(receptor activator for nuclear factor
kappa B * RANK)#4 &tz #% (ligand BP RANKL)3% ju 3t $2 AT &% 5 4= ey
(preosteoclast)4m BB E 89 RANK 4 & {8 AT AR 4o B 3% 48 2 pR 3h 04 6% 7 40 iy
(osteoclast) » &k & 4 iy @ 1% 45 B sl dp B 8645 DA o P 4550 04 -7 -

b R R

A FDHEFHMGRAERAEBILAAMORREEAHN > P F-0%
& /1 % % %i(renin-angiotensin system * RAS) & 41 i 4% B -+ kB (nuclear factor
kappa B * NF-kB)i& /2 #9781t © RAS 8938 751t ¢ ¥ BB i X R 8414
Maymfa i F R A KRR TOEL ~ RRMZHE - Riktaiig ok - £
RN E Mo ~ R R km IS5 45 F 5 NF-KB 248 69 75 1L A 42 i A ALR
N~ BE - REBBILEmE TR -

# k& D #131 F #3K 3 (juxtaglomerular apparatus) ¥ 84 % 3% (macula densa)
4 i) VDR VEF i el B R 69 k3 0% 5k 71 K 1(Ang )84 & 4 7Rk
Do TP E E- B kN F A SHRAS)EIL 0 44 F D @ # NF-kB
BB B EALT A £ B RARERIER o

S AR AR R

SHLER AL~ B RN R R TR S H VDR & lo-784LAg 0 B b4
FDTHRBECNABE e 0 BAT s Ad 5 D TR SIBKA R
Bk Ha T ER R BRAESE  —F B eEREsst  — @ipHad
TR B3 A~ R BRI AL R L E N R e AR R A AR
TEER -

AT DEAUERENHR > H RAS AW HI 4 ER » Lin bl 4 41t
BAS RAARM e R AR F oy & & A ARECHAER - B d sk m48
Mley Bl B Fho B defis ~ R B R UM ~ MEARRRIEHE A FDELARLE
O AE -

R R B & BEAFA

1
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®E LRI @IEA VDR 8954 W J§ ~ LG a8 - HEIR A KB
PR s 4AEF D& VDR A ASBENFR - #HivEmin > 44
% D # $u3¥ 4 6945 A (antiproliferation) .35 & 1% K fm BB #4417 1k - b K Hp ]
fn % H7 4£ B9F A (antiangiogenesis) ~ L4 X 49 4F A (antiinflammation) ~ & & %~
fb(differentiation) R AT i 4a fL B 9B R > LB 1548 & B BEAR BR
(deoxyribonucleic acid * DNA)#4E A > i3 se4F A B E A T By R B & 893K
2.

SR ABT RSB mIE s A VDR &4 T # &4 e (T lymphocyte) ~ ¥
PR 4a i (neutrophil) & 407 2 3,43 fig, (antigen presenting cell)kv B “ 4a e,
(macrophage) ¥ %1 % 4= i (dendritic cel) % > 44 % D €& & VDR #iz ik %%
e E AN OER o A 4EAE T D INA FIL R R £ RE B A0 H1 4% R
®Ix RIEFEAER

Hu3E R R e R

WA FEDITEREF i~ ARE BBk ERB 0 A LRRIE
BE NBARG T @ TUABENE LA BRERFRELZHE  HEFR
W RS RAY BN A A ST B TURERMLERRHAL L8
PR T~ IR RA 0T E N AR K~ BUBALE RIF e B B o s
Bl P RASKT @ A BILMARBBEESEERARFESIRAL 4K
D #1 VDR T 445 E% £ % B R T2 B JE 0 hiE » 44 £ D Hieeh s
W LA M RAFOINLA A RE S LI MAT R R e X~ B4R RE
AR -



F—F - AEAGHREAART L
— ~ R E M
52016 £ BB B EF 4 % (USRDS) 8943 F » 8 &2 R TR
% (ESRD) #9384 F (455 AB B AT/HF)VRBITEQG2IOA/BEAD) FRZ
HRRD o & FRE 4 2000-2012 #1840 43t &8RS ESRD &3 235 4
FRBATRH ZHIFE LAME o & 2014 57935 ESRD 8975 ABES# > KA
Bk 4 el R Kok B T AR B om0 M4E R AT 8 51.5% 0 B sbtE kR B
REHAHRBEFEMER BHR  BEARFRETEIRRAPERBARC
EHER e BATAWNEARE RGO T EFELE ENEFRE ~ & -~ &
g ARHIPH] RAAS 5 o B b I Y A 84 & e b & E RGBT R 7 s
#2689 ROS (Reactive Oxygen Species) 3 4v » & M E4LTF #0944 X tm B0 i &
BoAt BALR A ¥ hm > SREF 4B K - BB aR AR E L 0 R
B RG> FHbERERKEACR N UARIUE R - 12T F R & kR TR
YR REREEREBLELRNETRBAC T EREZRERRK °
BRLMEBAREFIE RRBIREACRAER D B fAEED
CEFEREAMEADA > RILRATREZHETI—FEE EH AR H
¥ Bk T 1 A%, 89 BALR ) B R R B 035 BRI -
=~ HR R
. HFHARLZHOB L FHNEARERE AT A FIRAALR I R

B R R
2. BHERLEAHERGAE ED AT HBEREAE S BIE L F ok
R

3. AHMEBFRAFT 4Kt HNERSIHRELATZDAMERNRA
ACAVE R BRAR R L B A —ERE?



B=% - FRHEN X

(AR %E8RRKR]
AEERIKA AR % By R R A Applephenon(AP) > = ek Kk ehE HHRFH M
EEBppr eyl 10 E & > B B K Asahi N3 E - ARG ERD AR LS
By R SAEF 0 BAAE R ARSI oM A B R S A BAL 0 3R T AR E A A AR
M & 5% (functional food) F °

(44 % D]
#% 8 1 £ iHerb Ddrops * L H RB AT E 200U 4T -
G L PR L)

# e Sprague-Dawley K& B At > BANEREGR > @l TF:

¥R REIEATIREE -

%m0 AR 4EflR1E B & (Streptozotocin, STZ)% E#E ks °

RRE AP © F M RAmL > BB R 05%RR I E ZE40 -

SR AP FEMERREL O BB 1.0%RR M E TR -

KR L AP+HEA R D: FEERRE » BB R 0S%RRGBIEEM > ANE
WAGAEATHEE20IU4ALED -

BRI APHEA F D FEMERRE BB LO%RRGBIEEMR 0 ANE
WAGAEATHEE20IU4ALED -

G. A+ D:FEBEABELE  BRHAREATHE200IUHH EEFMHE -

[ 23 a8 ai2sin F :H&E stain]

485 XA 70% Alcohol ;376 Ao LA Bl & 24 /[NBF o 3 2 BUR 5B B K
(dehydration with ethanol) : A 50%, 70%, 80%, 90%, 100%/B# & — NeF1% » H
100% B4 AT R R IE o A= F K(xylene) BB » ZF 2 /NF > [ 1 /hafds
—R O BU_TFEBRRES > PHRGEZHERS A - BT 2Z Y
MR B EIEAE T 0 A ANTEAL S B AR AR AR T 0 ML Sum &) R iR 4R
MR B 38CARKIELRDMBEZENKR LRI o UEKRK-F 4
(hematoxylin-eosin % & 7%, H&E stain) © 453t h BB Rk e easkinh £ > X
45°CIR 12 5 LEW A TR RAEEL » FAHABEREZBE TRIR ©
[ #& @& e HC]

EERiBA > G F R MRS overnight © 56°C » {E IR HUAAR © BB E
FIS8 EAE BAR RS B > 3 2 Xylene BRUBA EATHURAZ 5 FIASARBL 4 177%(0.01
M > pH6.0)& # 15 5-4%1%7% 76 5 542 ddH.0 =% ° 2% 2L Dual Endogenous
Enzyme Block & ZAR 8 E R 5-10 %-4% > 4% 24 ddH.O A& PBST ik > 2K 1% Jw
AN—RILER LR EART > W 4°CHER 1 /B o LA PBST 23 R i ki m A
Labelled polymer(—4%) & & %84 30 %-4% * PBST ¥k /w 2 &% DAB (1ml
buffered substrate+ 1 drop DAB) 2 &, © #] A # A& % (Hematoxylin)/E ¥t 3 & > %

moaw»

e



ﬁi@iﬁ EWESKR L AEHEBE N RELE BRERR NS EARE AWM
HoteaR R EHOBEN  BERBEL - FIRBERE - BT Rt
}4 o
(84T %]
BRIV EBRAB Y AHRBE - WEkREDM, ASTZHH) KB EHE X%
Bri > QB ZAR G THERABE0S%NRENRR B UREGHELAETDF
BENHTHA B C-Dwéa > REFAMER - F—HAH AR oM
BAARAE > BETRETTARZRETAEACHEARZRAKI A 74 - KRALSE
+k Bkt 0 AT s Bk a &R E - RIVER A6 B R e
2 &7 h (IHC stain * 40 F B Afow) > 348 200x 69 B8 R & RE A% B AL JE A8 ) & A4
éﬁ@i& FRARBEERR FREAZEGRAERNIFEER » A& -
€): N g7
HA A TR A A8 AGE » Bk 400 ng/mL & 32 RMC 3 72 /\6F > BB ERE X
$ 3o AGE BH B min & K #R % o FHA14 400 ng/mL AGE » % B R 3 R
FIREW3AR ot £ DA RMC » BFR A 721 8% » #3m% @ 20& AGE
MBI E RORR > BEAB EIRFME -
[AGE #4]
%% Bavani Arumugama #9 &} [19] > &3 %1% > 4% 10 mg/mL BSA ~ 0.5 M
D-glucose ~ 0.1 M sodium phosphate buffer, pH 7.4 #2 0.1 mg/mL sodium azide
(NaN3) > B # T MR 4648 40°C T 4R RME 140 1 6F > AT E S
T AR I i o) ¥R B A 400 ng/mL e
(€L): k2 )|
AEEAE A £ B F 43K @ (RMC) » 3% &% DMEM(Dulbecco's modified Eagle
medium) > 3 &K T4 15%FBS ~ 100ug /ml penicillin ~ 100ug/ml streptomycin ~ 4
mM L-glutamine *~ 0.4 mg/ml G418 ~ 1.5 g/L sodium bicarbonate ~ 4.5 g/L
glucose ° Ff A 4@ i 3435 &7 5% CO, ~ 37°CHY LRI IR o Rmin A KR E M
R RIRIBARRG G R RE > BRI LR 23 REH—R
[ Cell viability ]
% 4a s #5 42 12-well plate (density of 2 x 10* cells per well) » B v AR F iR B 8994
R % &y R 4% 4 DA AGE (400 ng/ml) » £&38 72 /NEF > e A MTT R | (500
ug/ml) R & 4 /NEF > Z 1% B v\ isopropanol & # MTT-formazan complex * x4
A o R GALE 563 nm)Bl & LR A -

[ &7 & 2% Western blot]

# 4m B #) A RIPA buffer 75 4% > 3t v Nk & '8 K A2 f4p #] | (Proteinase
inhibitor) > £ 4°CF E & 2 /6§ » 4°C 3R 88 12,000 rpm > 5 4748 > RE L&
REFAMERESCE T > F4£-20°C - BE EZ whole cell lysate * JuKid £
ERERE » BRI B NGB HEEBIREIE > 2L 95~100 °Chuzk 5 448 » BiRR EH
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Kb o K4k 4T SDS-PAGE > T 2 BMERE - #A 2 R iR — A T
(PVDF membrane) £ > A TBS buffer /&% *» 2L 5% blocking buffer & TF 1 /)
BFER > B E—BRBURE A —RHUBEAE R 0 & Aw N ECL B & 0 3204 RARE

Al BREMEMAGEaRREZI Y -
[t % ik]

NE B R A% B 845 H (analysis of variance, ANOVA)#2 Duncan’s
Multiple Range #ATARA] > » P<0.05 B A B £ R M - S TSR RAE R
SigmaPlot12.5 ~ SigmaStat10 software 4T &3t °
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FwE - FRER

— BRI ANEFTDHBARERERRETORAENVE
1. TGF-B& kA=

- N
—_—

2.

#

BERERBBLECZER  BHER S BRIV BZ AR - H TGF-
MEREREARELK BAZREBER I mBAE - A BBk
FPRAEBRARESHAOEEET DAY EAme R EBALS
By B8R 32 ey 4 %) A 988 - (Figure 1.)

Nif 9 R &
BERER AR LERER BHARS @%}Eiﬁi\?éé@ a5 A Nrfey &
REBEEARALK  EEXRAEEEN LI mEBE - A BBERP

BRBR LS EZ DY@ > ;iﬁﬁzaﬁk & yi%ﬂﬂiiﬁé R % By
B 5 R I ey 4% 2 BARA - (Figure 2.)

Ak S Er i F D MR B R Y AR BUN 2 CRESBEXHE
BMBERIIUNER LM EEH RIS - £ BUN# CRESMEEIA T
> matteEArZDREOAY  EREHRENTHRES AR
(Figure 3.)(Figure 4.)

ZRRSMmEGEEFDHET SR BBE

KA A AR S B ~ £ EF RS Catechin AR 44 & D 4 3R RN
LR T E 43K > R EHUIA R % B > Catachin R4EA F DR
Eehmp o HapGseas8sias s 0 B4R % & A& Catechin 77
bt FDREA AR > B R XL EHL TR % B #L catechin
&) 4a%) % A B8 - (Figure 5.)
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A W@

BRARBABFAREBLHBIFOAR YA RENIBME > OO R
jt & % (oligomeric procyanidin) ~ % 52 % & (epicatechin) ~ 52, % % (catechin)
%k J7 B (chlorogenic acid) ~ & T (rutin) & %48 % (phloridzin) % [20] ° i by 48
RAEHARERRAL S HE - R& - HE - bt FTHRREMER > R
RERAPmIERRE  TRERSLESHERMES - AR EH TR
FH 5 AR LR i@ s fiE ~ SLAAL ~ HUIERE ~ TPk -
TAR & fn B ~ AR @R JE A PSR INR R F AL RE YT - AR
CHEBRARSBHHN AR A BE NS AL EEF DA LM
F R 0 AT RIERAIE LR E B ey 3 0 it

— ~ AR S B FIK TGF-B R A
Transforming growth factor B(TGF-B) & 1% & 4a i 4 4 b ik A F1 B L i 4 4= it
BE o AR R A8 AL R R R AL E T BRAR AR T > TGF-B &9
RREH G LS - TRE B TGF-f €3 vtafe ¥ ey RALmE » LK ie
M T A BT A AL 84 45 B H ik (Glutathione) 89 2~ & 3£ 4% i 4a i S 1L B 4k 4E1E
B4R o [21]E bk EE & tafin  TGF-B 894 ERER D > RN LR TR
YHERBRAER -  ARTRYEREBLTHERSLE > H TGF-f &
THEZEER S S MY RERAESH LT DREFE S
EERER  RMHERAR LB REL F DAHEAR B R LR EX
2 o
Z AR S B N2 AR E

Transcription factor nuclear factor erythroid 2 (NF-E2)-related factor 2 (Nrf-2)
ERAE@BAACRR - KRB AR ZFEH RN P4 RN LR LR
BRAER o[22 @B % SALR A > Nef-2 €38 A B & R H I
LAt ko 25 4 H EL(GSH) ¥ NADPH UAf% 3 4a Bl %, 5% 15 £ L 4m BB 4
o~ MEXREZGRT - mfB £ F @ » EFHILT NRF2 €846 %
3t %02 R R R AR IR A YE 0 e e E W 89 Keap-1 (Kelch-like ECH-
associated protein 1) & $1 Nrf-2 & &3 4F 2 4% (547 > IR K A dafin & 694
€ o —Bmin ¥t A4LB N L > Keap-1 €% ROS R A% Eh T4 3t i
Nrf-2 58 > & Nrf-2 AL 3 i A m f24% N #2 CsMBE s & 31 ALK B 4942
B FEEE  BARERBACKAR e B ALY E 0 4o HMOXI (heme
oxygenase 1) >~ NQOI1 (NADPH quinone oxidoreductase 1); ~ TXNRD1
(thioredoxin reductase 1) YA 381t %= fis ¥ 5L B AL /1 89 RE A < [23]

FENEIRRATE G R T MR AL R F L E R G R B
W BRI E A RALR S R B AG F R % - AR
T BB RR MR KR > 3 Keap-1 R BLEBE ¥ & K3 > Nif-
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2R R ELA AR KB A AR A EFAHE Keap-1 9 R e 8 H 5
Hogr Nrf-2 7% o8 0 g Nief-2 B0k NS L a/b B F
B 43 Nrf-2 - th et o B e B B F a5 e A > e ieiz W o) Nif-2 2
ALEF AR D TESZ W+ o R4ELRER T - ROV AR
MO Nrf-2 KR AL THER MG REAREFEIRD » £614
WAEFZDBRMEARETHIZE L AR - dAMGEREGRMIER > £
HUAR SEy A F D% i oy RALR N FRIK 0 {243 Keap-1 #9457
dRH RAG G > BRI F ML Nrf-2 8k > 8 2B A 1A bm B AR AT
AR MMk R Nrf2 KRBT -

BN 3a R % By LA R E 8 £ & ity catechin ¥ B 443k e oy 4R 6 R > #47
Fi & B HEAT A 69 AGE 3% T fnid 5% » 43 JA R % 8 R catechin 7T MAFR 3%
B3k da o BN FE T 0 18304 T AE L ] da B 4B 45 Fo 3R B 4m R SE T AR B
18 % S ba ) o F AR > LR — F BEURAE] -
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Figure 1.
PAMAE TR 200 SR AER 2 R aBILE L eHO)Fa%kinh > B¥ize
ZE&RATGF-p&E o (A TH) EE4 TGF-B & & X A# L% E(I0D)#
18 o
BHRRSEBREYE > HTGF-PRAEBEABANIIK > SHELAFTDERBRE
JoBa% -
U RBA(A)BAEE RS T AB)LE > #4& p<0.05 > EH B A b 8E %2,
FFmB)A 100%1F AR EEREETRabi > *%k p<0.05 > #EFFabi
EHqtEE -

LM gjgmﬂ
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Figure 2.
PAMAE TR 200 8 R AER 2 R @B IL2 L eHCO)Fa%kinh > BVize
ZERAENT2EZE - (A TFTE)EHRE&ENT2ZRAX EHAFEAOD)EKME -
KRR Ly RIZBH AT > AN RREBE AR ALK EEBERRHE
BEMSMBE - B BBERTERBRSMEIEAFTDOAR > HrArik
REIERERBRAR Sy EHMRE @ AR -
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Figure 3. ~ Figure 4.
£ a4y BUN(Figure 3.) ~ CRE(Figure 4.)3 {4 * TAERUE R S o BH R IEH
@i > L BUNSL CREEMERA A T > moefaetrEDrESAT » HhFH
B THREEEABE
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Figure 5.
AR % B > Catechin REA ZDH@MEFENEHE > TUAD EHUHE
R % B ~ Catachin 44 F D REMES > HepFizssusdiass A
A E % By & Catechin p 3 &t A ED REA @) » AR EXLLERLTFH
F % By #1 catechin 89 48 %] % PA 8 -
A ¥HRBa B FE4a ;CAPKEEZ D APSH ZE APKREE
+Vitamin D 5 F : AP & #| £+Vitamin D ; G : Catechin /&%= ; H : Catechin &
# & ;1 Catechin /&% =+Vitamin D ; J : Catechin & &| Z+VitaminD ; K *
Vitamin D)
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