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O E: B8 AFER. BRARL. HBILESF 0 EBRRMRAFLTE, FEBEAERRARGRHER
WAMBL T AR T LG B & KR JE G o 77 ik SR AARINR BAL AR /) Fo "R ok AACEE I B AR /) R iR B A S AR
ShEMRGREHRRER, BIHIRTEFRLELAZERGRBGE RS (food-medicine homologous
combinations 1, FMHC1) , #) AARINEALBL IR %2 FMHC] 89 B B8 474, B AR fE-25 A WEE1E F 5 R BR
Aok HK-2 fm et A, s@id 4o smp L ik ik F 69 R B8R &2, IL-6. TNF-a. IL-10. TGF-8 #K-F A% MDA, CAT,
SOD. GSH-Px #9& t, #F# FMHC1 3w ot A ag k4P VE M. 4% : 3R4F FMHC1 e : ¥ 47 41%. #A83LHE
39%. ZHAE 10%. 24T 5% AR KM 5%, H FMHCI % B % iH L6 32 oh S AL 5] & M ALUT 15 4.89%
1.02% A= 11.08%+1.59%, &I L F 69 LA FE, A& KRRz meEA $, 1563 pg/mL FMHC1 4% /& 82 K -F
%1% 35.52%, JHiBid & AT £EEF (T IL-625.82%. TNF-a 66.51% F= L8 1L-10 73.10%. TGF-549.18%) ,
AAKERIFERE, RITEEERILANARS, £ MDA K-FHE4K 61.20%, CAT. SOD. GSH-Px M4 542 &
2.86 15, 0.63 45, 2.00 4%, #5ib: Jfiksy FMHCI @3 $8 B WMEAER, B&F AN &R EREE TG,
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Abstract: Objective: To develop potential formulations for alleviating hyperuricemia, we screened approximately 10
medicinal and food homologous ingredients, including Apium graveolens L., Lycium ruthenicum Murray, and Inonotus
obliquus, and explored their biological functions and underlying mechanisms. Methods: Based on the quantitative analysis
from in vitro antioxidant capacity and xanthine oxidase inhibition for each candidate, the optimized formulation containing
different ingredients, namely the homologous combinations 1 (FMHCI), could be obtained using the "Uniform Design

Method". Further, the in vitro digestion behavior of FMHCI was investigated. Besides, the protection efficiency on the

i EEE: 2025-04-18

HEE&WH: LA R R (202304021301031 ) 5 PIb kA4 E (2310400069HX )

EEBE . Fuek (1983-) , F, 14, 8134t IR 5 @) XK= AL A Lo 48 = S A3, E-mail: lixiaojun@nuc.edu.cn.,
*EIEIEE: ke (1988-) , B, ¥k, 8140%, AF R %1: RAR S AR B AL 4k 7> S )i, E-mail: teammatepolly@126.com,


https://doi.org/10.13386/j.issn1002-0306.2025040220
https://doi.org/10.13386/j.issn1002-0306.2025040220
https://doi.org/10.13386/j.issn1002-0306.2025040220
mailto:lixiaojun@nuc.edu.cn
mailto:teammatepolly@126.com

- 402 - £ Tl B4

hyperuricemia cell model that was established by inducing HK-2 cells with adenosine and xanthine oxidase was evaluated,
by determining the levels of uric acid in cell supernatant, pro-inflammatory cytokines (IL-6, TNF-a), anti-inflammatory
cytokines (IL-10, TGF-$), as well as the oxidative stress markers (MDA, CAT, SOD, GSH-Px). Results: The ideal
formulation for FMHC1 was 41% Apium graveolens L., 39% Inonotus obliquus, 10% Lycium ruthenicum Murray, 5%
Lonicera japonica Thunb, and 5% Stigma Maydis. The experimental results showed that FMHCI1 displayed high
bioavailability, where the inhibitory efficiency for xanthine oxidase was decreased by only 4.89%+1.02% (gastric phase)
and 11.08%+1.59% (intestinal phase) after in vitro digestion. Moreover, the uric acid level in the hyperuricemia cell model
was down-regulated by 35.52% by 1563 ug/mL FMHCI. These occurrences might be attributed to the ameliorated
inflammatory responses through regulation of cytokines. Upon the administration, the IL-6 and TNF-a were downregulated
by 25.82% and 66.51%, respectively, whereas the corresponding IL-10 and TGF-§ were upregulated by 73.10% and
49.18%. Besides, the antioxidant capacity was significantly enhanced. As a result, about 61.20% loss for MDA level in cell
line occurred, and the activities for CAT, SOD, and GSH-Px were enhanced by 2.86, 0.63, and 2.00 times, respectively.
Conclusion: The screened FMHC1 demonstrates great potential in dealing with hyperuricemia through multiple pathways,
and could be considered to be a promising diet in disease intervention.

Key words: urate-lowering; food-medicine homology; HK-2 renal tubular epithelial cell; inflammatory factors; oxidative
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151 PRI MLAE (hyperuricemia, HUA) Sz f IfiL 7 PR
fi2 (uric acid, UA) =l Z s HEMAS SR s P2 iS5 |
FE A AR PEBOR ™M, If H HUA 38 5 1E B 25 5 IE
5. w0 L MR AEI R AER, B I, X HUA 19
EPRAE TR R RSBy T A R X RS
FE AL (xanthine oxidase, XOD ) % £ {4 75 1204 A1
YIRS AL R UA, S UA 77 i SR, 38 5
G, ATk FIRE UA i BB [HES, XOD fi#fk
WEIE RS A gl UA Bif 2377 42 1 £ 40 (reactive oxygen
species, ROS)™, Jf H S 24 i S fe 53493, M
HUAD, Bt U UA 3= 258 S 8 1 e E AR N T R T ik
PR A AL, i SOD . CAT. GSP-Px 45
PTEPES B UA HEM 2288, S e)
A S5 ZF UA iz A K, H HUA #EE S5 RS
WESSRE, PRIGAR Bad i v BRI L i A AE HE bz 21
s B AR R, PTG | & SeE i nf IR B
W 240 0 55 S8R 2 A W PR IR B i AR 0), RIS R
REAF 538 B (U NF-«B 38 5, J006 9RE e w12,
HHETHTIGYT HUA 19258 Q0 5 REEns et i VR B 5
TR PRIR 1 [R] B I A7 A — o RIAE a0 S 380U B 465
5. BIHIERBL . B S0, B g gk g vk
HUA, 22 4P i 32 P (A Az R fg o U Rk, A
BSR4 AR &2/ i T
HUA 8B ali6Y7

FRE &2 [RR A T B IR T w, X AR AT
HRWRIHER. XIS AR A, T/, SR
2= it AT MRS TR A RIEAE )
A E mHmIRISIE MY T, Hdf 90% A BA R
U1 B BRI S AL T 1] (xanthine oxidase inhibition,
XOD) Wi AT EATE M, JCHDL R B 2238 U is 4k
I, 3 AT A ER A R PR AR 15 T 1 HUA R BB %
B, v RSP W E A HUA R BUIFIE XOD i
P, I3 33 8 5 URAT1 A1 GLUTY KA i#F UA HE
i, IR RENE & R A1 B ARV T AnBe 8 A R SR

S, AIVES N EA T UA YER T B D RE M B 5k Bkt
U HUA, ISh, 2R M 254 uniit 2
FELTRE . ORBER | SRR unMERS . BIELR A,
FRER I RArm9Mi] UA & BF{EdE UA HEHE
FHUCT, i, 2[RRI R B UA T
T RR B A kL

AR DA SR UE S RN B UA B
SRR, MIETTIR XU HH & T 7 H e dEE 10 e FA
REEE . N 24 R 24 B IGR g ) Jo (RTRR B 24 1)
PRP L) MR FERT SR, ALFE T 2RATF (Apium graveolens
L., AGL). Mt FLEE (Inonotus obliquus, 10) . PEFAFC
(Lycium ruthenicum Murray, LRM) . K201 (Stigma
Maydis, SM) . 534 (Lonicera japonica Thunb, LIT) .
EAR (Pueraria lobata(Willd.) Ohwi, PLWO) | #RZ5
(Poria cocos (Schw.)Wolf, PCSW) . 24 i (Cichorium
intybus, C1) . L& (Crataegus pinnatifida Bunge, CPB)
K 45 (Rubus idaeus L., RIL), ik 25 EE S fL il
i e J1 RS M A AR g e AR R —
25 [RIEY 0T, B S R A 250 R X s R SR T Y
B 24 [REA BT T L5, 3RAS Eid e 4i
& FMHC1. FEMCELAN b, sl A S AL 1T s
BB P e FIRA S Y0 E BiET TR, DI &
25 [RIIRAH A TEACRT S 19 XOT1 FnA= R & -8
b ST R AN XOD 175519 HUA HK-2 4 g A 5,
R FMHC1 #iB7 HUA PAEFIPLS] . dd it Z Fh L
HIERET . Wi 2 RIS 3 & A E e, A%
UA ettt & fBceigFF R IR 48ne 55 m4E 5.
1 MRI5REE
1.1 #HRIS{LER

AGL. 10, LRM, SM. LJT, PLWO, PCSW | CI.
CPB X RIL $&EUHI K&y Wil T el et
YEIE . BR)S, INKIE M SR EIERE . B B 1S
FIFRIOR , FRBOR R R TR BRI T4, 53545
FIFHN A FREAY, B rhdb RS A ) TR St == 4R 1L,
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BNE L4 HK-2  BRBCE#H3e A BB BR
W] 1, -2 -9 L (DPPH) | 2, 2-BRZ(-—
(3-Z 3L FFwEMB-6-f 1R ) — 23R (ABTS) . L-PiIR
MR (Vo) ordrali, g s kA AR A RS H
W NEE RS A AL (XOD, 50 U/mg) . BIENS | a-7E 5 Hilg
(2000 U/g) . B & M fifF (30000 U/g) . H Jg 7
(20000 U/g) . A5 I AE (130 U/mg) . JFERARE (130 U/
mg) EWAH, LR e A AR A TR F]; R
PR . YRCHETNEERS | WEIEERS | ARIEENS | WL ARTT . RS
B ko, R AR A R F; MEM
FLmllEFEdE | CCK-8 il & . I 1miE (FBS) | 55
=, HEE AL LR ESERAEYREE RA
Hls BERR . VKATR . 2N iall, REEdidb=Jr el
F)7 oK ZEE, EhRR(HC)  Jpbral, RKEETTdLR Iy
FEiRkFH]) s IL-6. IL-10, TGF-8. TNF-a i®F & I
W Z O T AR AT BRA ] BCA IAER &
A N (MDA) MK & | A Ak B e i
(SOD)Mi & . A e H Ak A Ak (GSP-Px) it
&\ IAEM(CAT) MRS MEdRAeY T2
WITIT o

ULTIMATE 3000 7= 3% AH 2. 3% {2 (HPLC)
FEIR KRB ; ME204/02 4347 K7 Mg -6
FlzAas (Fifg) A BRZNF]; HF safe-1500LC @ E LAE
5 i RIS FRA F]; Epoch ZIIRER R
1 BRI A R F]; SPX-150B-Z {EilRIEFR
o AT RS R EEYF 45 ) ; TDL-5-
A FEERELOHL BRI R,
1.2 KWHE
1.2.1 10 PP 24 [R5 Y Lo A iE HEVEAY Sl
DPPH 1 ABTS"'H ti ZEHP il 05 345 10 & 24 [E]
PR BT A AT P

DPPH [ o 33 BRBE J7 f9 I 2 AR 38 Li 2608 1)
JTIEFEVEE S, BEHIAS R T ik %E (0.4. 0.8, 1.2,
1.6. 2.0 mg/mL) R S UL, 43 59t IBORE & 145 W
100 pL A1 DPPH M5 % (0.2 mmol/L) 100 uL F 96
fLAR IR AT, =R EESG N 40 min JFFE 517 nm
KA =S CREE . FH Ve YN BEPEXTRE . $22 I8
(D IHEAETXT DPPH [ HEI9TE SR

DPPH H HH:75 B % (%) = (1 - AX A

0

)XlOO

= (D

Horp, A BESHH (BESR+DPPH BRI ; A,: FEAh
X HEZH (FE R +95% L) 5 Ag: 25 X HRZH (95% &
liE+DPPH BARD o

ABTS" [ L35 B R 7 100 a2 AR e i g = 40
BT IR FEAEAE I . BC AN R BT B 5 (0.10. 0.25.
0.40. 0.55. 0.70 mg/mL) FFRESH AW, 475 1EEH 50 pl
FE S S WOF 150 pL ABTS T 4E % ( 7.00 mmol/L
ABTS ¥ # A0 2.45 mmol/L i3 Bt N2 40 15 i SR FHIR

A, BIRSM T RGN 12~16 h 53] ABTS fi##5
W, FH 70% 1) S BRI A TR RS, [ HAE 734 nm %
KA CE R 0.720.02) F 96 FLAR RS, SRk
SN 6 min, 734 nm AN ERCEE . FH Ve 1E
A BHPEXT AR, #2FR AN (2) AR X ABTS H /H
FLTE R

ABTS" F AL (%) = (1 _ AA;A

0

)><100

@)

Ao, A FEFAL B+ ABTS AR ; Ap: £
X REZH (B A +TCIK ) 5 A 25 EFIXTRRZE (TJEIK 24
BE+ABTS TAER) -
1.2.2 10 A& 25 RIIEY B XOD il iG i il
T W E (2, 4, 6. 8, 10 mg/mL) FYFE S
W, 1] 96 FLAR H AR Wk it A 50 pL % R £ 2% vh i
(PBS, pH7.5) . 70 pL BESL AR . 50 uL XOD ¥
(0.5 U/mL), F 37 C [Hi{EFAFIFEE 10 min 5, I
A 100 L #MEEM#5#% (0.6 mmol/L), #£ 37 °C K%
S 20 min J&, T 290 nm AL E W SGIE . DL IEES
B SRy BT B, 22 IR 20 (3) 11 XOTP0,

2 (3

A.—A
XOI(%):(I—A" A”)XIOO

Ko, A, B S ZH (FE 5 +XOD+PBS+ET IEERS )
Ay FE ST BEZH (FE S +PBS+EEIZEIS ) 5 A 25 2
(XOD+PBS+E{ IS ) 5 Ay 25 A KT FE 4] (PBS+IE 1
).
1.2.3 H TS R IR IR B 25 [ IR 20 &)
TERTIHAF ST E & UESE T LRM, LJT, SM. 10
AGL B RUFmybi e fbid tfl XO1 i& vk, (HEy 5T
AR PEAS AR R S, Sy TR E AN, L XOI S iF
Mrdabr, SR 58 B XX R A 2 [
JoT F) e AR B AT BEAT B 5T, DA DA B8 v 1% R Y
FMHCI

B U10x(10*) 5715 3, MR PEIE 5115 11
R, AT I BEIT, X0 LRM, X,: LIT, X5: SM, X,
10, X5: AGL. ZHHUAAIE A XOI 156 44

F 1 BEARPEYEGH (S 10 mg/mL)
Table 1 Dosage of food-medicine homologous substances

(total concentration 10 mg/mL)

M7 X, X, X, Xy Xs
N, 0.5 1.4 1.8 2.3 4.1
N, 0.6 1.8 2.4 3 2.1
N, 1.4 4.1 0.5 1.8 2.3
N, 1.8 0.5 2.3 4.1 1.4
Ny 2.3 1.8 4.1 1.4 0.5
Ng 1.8 2.1 0.6 2.4 3
N, 2.1 3 1.8 0.6 2.4
Ng 2.4 0.6 3 2.1 1.8
N, 4.1 2.3 1.4 0.5 1.8
Ny 3 24 2.1 1.8 0.6
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F IR U10x (10°)fH FHFER AU, 1% 8 B 2 FKF, 8
if DPS 7.05 A G BB )BT F (3R 1), X
10 ZHE 25 R LH &M XOI 3847 £ 508 4 Bl )7 53
BT, B 25 B 24 [FRA 0T = (] i AR LU R DG R o
1.2.4 FMHCI1 [RGB W . I E AL
1.2.4.1 FFBTAIRMOER . B . ekl mE
W HL 7 5T (SSF) : HERAFKEL 0.3822 g NaCl, 0.7455 g
KCl. 0.0666 g CaCl, ] 500 mL 718 /K ¥ fig, 751
1 mol/L i) HCI Il 1 mol/L ) NaHCO; ¥ 5 pH %
6.9(+0.05) .,

IR ME YR (eSSF) : MEMMFREL a-TERT T 0.493 g
#F 400 mL SSF, #iid¥ 20 min J5iduE, s&w PN
A 400 mL 1) SSF #FIIRS], R mias H o

B LA 0T (SGF ) : #ERAFRIX 1.595 g NaCl. 0.55 g
KCl. 0.075 g CaCl,. 0.60 g NaHCO, J§ 500 mL 7578
K%, T 1 mol/L 1 HC1 #4735 pH =& 2.5(+0.05)

Ll WE (eSGF) : HEFMFREL 1.77 g B 25 FIF .
75 mg 5 i B AT E B 1.5 mL CH,COONa(pH “H
5.0, 1.0 mol/L) I AF] 150 mL SGF 1, 7EZ i T 4
F13PE 10 min, JH 1 mol/L A9 HCIJE Y pH & 2.5
(£0.05), s o

Ji7 FLfif# 53 (SIF ) : HERMFRAX 2.70 g NaCl. 0.325 g
KCl. 0.165 g CaCl, FH 500 mL 7% 1% 7K ¥ fii . 1 H
1 mol/L #J NaHCO, 15 pH & 7(£0.05)

LU WL (eSIF) : AEBAPREL 13 mg JBEAR B

AF] 100 mL BREHA R (7%, wiw, @133 10 min,
4000 r/min 2.0 5 min, B 75 # ) . 200 mL fH i+
(4%, w/w) X 100 mL SIF {RA&H, A 1 mol/L 1
NaHCO, &% pH & 7.5(+0.05).
1.2.42 FMHCI BIARSMEAAL B i 1k
U FMHCI1 % # (10 mg/mL)4 mL Y5 eSSF 2 mL F
BTSSR A, LA 150 r/min T 37 °C fEIRFEIR
SV 5 min SRARAL O EIE AL, FAEGE K 5 min K
Fiff AL 1 E 2 3, 2= H0 E FTEARTR L T XOT 50,
e ik 1.2.2, MR 3 RO T, 885 Rk
BoeH (FEfh+eSSF) | BRI (BEH+SSF) | 45 I REZH
(eSSF+ZEIfFK),

ASE L e UK - B VR 3% 22 TH 1k HU FMHC1 % )
(10 mg/mL)20 mL 1 eSSF 20 mL T 150 mL #EJE
JR P, IR 215 L 150 r/min F 37 °C 1B iR 3E IR W
5 min, I FEZKIE 5 min K, FH 1 mol/L B HCI 34
4 pH & 2.5, -5 20 mL eSGF R4, JH 1 mol/L 1Y
HC1 77 pH %= 2.5 14 2NR-GTHAL, 251500k 4 4
JA LA 150 v/min F 37 °C [BIRFEIRIIN, 535N 0.
1.2l 4 h J&, B 45 A X E A /KT 5 min K
fiff DL R N . IR A S FHIE AR ST XOT ik
i, G ElE] 1.2.2, BRI 3 WO T BN
156 2 (B i +eSSF+eSGF) | AU 21 (# it +SSF+
SGF) . 55 X} t2H (eSSF+eSGF+Z&1E /K )23,

AL M VI - B V- TR ST AR B FMHC 1 3K

(10 mg/mL)20 mL FiI eSSF 20 mL, {45 LA 150 1/
min F 37 °C 8 ¥& $& K )X B 5 min, i3 3k K G
5 min K #E, F5 20 mL eSGF IE4, /1 mol/L
) HC1 77 pH = 2.5, {845 LA 150 r/min T* 37 °C
TEVRFR RN 4 h 4758 B B iH Ak, SR 5 Ll i
JK¥ 5 min KE#G, FH 1 mol/L B4 NaHCO, JE75 pH
F 7, ZMEWAE®RIHIL/S S 20 ml eSIF 1R G, H
1 mol/L /) NaHCO, #4747 pH & 7 5 2R-5TH LK,
143 4 415 LA 150 o/min T 37 °C 1B IREE R
R o 435 R 0, 0.5, 1 F1 2 h J&, BUH 45 5 X R e
OB KYS 5 min KEFLAL RN, SSIR&H)
AL IS T XOT R4, Ik F 1.2.2, AR4HiR S
3RVAT o 5 43 i 50 20 (FF 5 +eSSF+eSGF+
eSIF) | B HUZH (FE 5 +SSF+SGF+SIF) | =5 X R £H
(eSSF+eSGF+eSIF-+ZEIR7K)PY

1.2.5 JREZEEME  bRAEAIAIESH] . AERIFREUE
H 6 mg. UL 6 mg. KIFNES 3 mg. B 4 mg,
AR EENS 4 mg M UA 4 mg brdES,, 4330000 A&
0.1 mol/L /9 NaOH Hhi& )5, )i K B TRk E A #)
2.4 mL, Bt % 100 pmol/L FIFRUEIAWE . 4 °C ARAE
M.

K FH @ O AR (RS 53 BT AS RN G A R ™= ) i A

A FNFE IR AOE, PHAR L ShAR A TR BE VR . e shAH
A H 0.1% W18 (w/v), ishHH B el ZNEE .
JFUTF: 0~15 min, 2%~95%B; 15~25 min, 95%~2%B.,
B BEE N 1.0 mL/min. 7EIEASS—PHESL Z R,
TELE R Tt A AH N 1Y) R 88 25720 20 min, DAL
MEERE . HESHMAT Y 20 uL, HE35 8 30 €, 4
R S FhbrviERE S ITaE L HPLC 75007, WL,
BRTT . UA. HONGERS | YR B IEENS N AR g A A e hm i 43
Hk Y=0.7341X~1.3179(R*=0.9987) . Y=0.8317X+
3.7498(R*=0.9997). Y=0.3778X—0.2615(R*=0.9993)
Y=0.8395X-2.4576(R*>=0.9966). Y=1.5766X—6.7516
(R?*=0.9955). Y=4.1467X—4.9993 (R?>=0.9997) .
1.2.6 HUA ZJEAR I (g p4) 4 Fe SEBG 4320 Ui s
F¢: HK-2 474 10% FBSURZ4E LT . 100 g/
mL #% 75 2 Fl 100 BA{7/mL 5 55 % ) Y RPMI 1640
BEIRI b R 3R, AN TER 5% CO, BRSSP
F 37 C 555%, MR — R E e — IR IEFR AP,

TR e B T OB HK-2 41 4 A T 6 FL R
(3.0x<10° 4~/FL) %35 24 h 5 Fr 58 R o 4t 1
FHIERR I IR LB FE 24 he BE3R5EH PBS vhikly 3%
F 3, A F AR EE IR (0.5, 1.5, 2.5, 3.5,
4.5 mmol/L) By FEalE 23, M =W E L, £55% 30 h
JE4FFLINA 0.5 U/mL XOD, F%555% 8 h Uit
F: IS W . BHJE AT HPLC 43 850 s 3 F AR,
RIETTIR 1.2.5 PRI T SRRz .

XOD ¥ )5 i 6 : % HK-2 4 ig 2270 T 6 FLAR
(3.0x<10° A~/FL) % 3% 24 h 5 Fr 52 R 5 4L,
FHIERE B IR LB 5% 24 he BE3R5EH PBS vhikly 3%
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B3 Y, IS 2.5 mmol/L R i ELRlE IR AL, 15
3= 30 h J5 5L 43 i A A [F H& E 19 XOD(0.05.
0.5. 1. 1.5, 2 UmL), =W EE, FHiE7E 8 h 4
ARG IR BIE W . BEJS 4T HPLC 4355 43 Hr 15 2
Hbrig, ARHE 775 1.2.5 @19 Pr i 2 1158 XOD
SEYG 43 2H - SEUEE AT R (IR ) 22 k45 Fi 4
PR (XO) #h 78, HSR A G AR v i AH Sl E 7
A FRORASON, PATTTZS ML= A ik 2 I PRIR . 158
25 X IR (TeEs i), BEAYZH (2.5 mmol/L B 1+
0.5 U/mL XOD), 5| B & Pz 2H (2.5 mmol/L i ¥ +
0.5 U/mL XOD+1 mmol/L FINZEMFE) s ik BERE S 4H
(2.5 mmol/L JIit # +0.5 U/mL XOD+3125 pg/mL
FMHC1), R EERE S 4H (2.5 mmol/L iR +0.5 U/mL
XOD+1563 pg/mL FMHC1) , ik #& )& #¢ 5 48
( 2.5 mmol/L J# #¥ +0.5 U/mL XOD+781 ug/mL
FMHC1). L 300000 2 ifd/£L (120000 “i~/mL) B4 %
IR T 6 FLAR T, 37 °C WEF 48 h, 25 AN R4
AL AU ZH 48 T 5 TR A, i) NS4 Bst2H RNASE i 2H T 85 5
24 h, BEJE W RS SRR, A PBS PRI 3 WK, AR
2 SRS EEEZE RS S 2H P 4y A 2.5 mmol/L TG
M VERGFFRIEF BIARTS, 25 AXT IR R EAS S IR Y
FrietEE IR, 9FE 30 h )5, WAL EN 0.5 U/mL
XOD, &3 8 h s W AR B IRy HiF W I8 & HPLC
Sy ES Sy AT AR H AR K 1.2.5 Mg rdR 13 UA
ST, FI WA R A il 7
1.2.7 CCK-8 4Higyk Sikai K HK-2 4ifish 6000
AR/ FL S B3R R 96 FLAR, 23 BN & A A E)
He 5 FMHC1(49. 98, 195, 391, 781, 1563, 3125,
6250 pg/mL)fyHE3EHEE 100 uL /EA] 48 he H-3FZ=H
¥, LA 100 pL & 10% CCK-8 ¥k 155
FeEE, FiEARE 10% CCK-8 WK ML Fe R ER2s 1
XTHE, 7E 37 °C, 5% CO, WIGFEFAEETT 2 h, 2R/5
PRAXTE 450 nm K TR FLAY OD {EPS, 4l
W IHAN=(4) .
. A -A,
YR HIE 71(%) = A A 100
o, BEAEH A S AIiE . CCK-8 #2454
IR Ay T REIRIEF CCK-8 I 1T AT 40 s A
AEXTHELZH AL SN CCK-8 IR IMEAT 25
1.2.8 HUA HK-2 4 A7 v 52 RE PRI 7K i A )
TEAMMESE R 255 , R e B AN M A P L 2 A
M EE, 7F 4 C FI%H 30 min, (RIEE .05
(12000 r/min, 20 min) J&, WA _IFWIHETT JE0E I F
F] . IL-6. TNF-a, IL-10 F1 TGF-A 4G I 24 Hi
ELISA 7 & v i b 1484, [ EE — k.
1.2.9 HUA HK-2 ZH a8 b S8 A0 N 3R A 1 A5z 00
M 1.2.8 WA LM VR, R BCA 5%t MDA,
CAT. SOD. GSP-Px #:A74 M, #R4E ELISA {5 &
VLI AT E, M EE =R,

& @

1.3 #iEAIE

SEESECHR LA 3 U E 4l SR i E AR fE 22 3R
7~ BI85 Origin 2022 {45 P 5] 8- %ds
{#i ] DPS 7.05 #4758 R4 HAhBdE R H SPSS
23.0 FAFHEAT 25 S BT, P<0.05 FRoR BAT W2
HritsEzE R
2 BR5SH
2.1 BHERYRAIEWESE

E 1 s T AR FEEY BT DPPH [H H 2
MIERREE ST o ARG YL BN, B SR B 1Y 1Y
K,LRM. AGL, RIL, CPB, 10, SM & LJT ix 7 #
B 25 FEIR Y BT DPPH [ B 3t 1% 75 B SR i b e,
SLE e BEAR H M, L 1C,, 439 0.54+0.04, 0.93+
0.02, 1.12+0.01. 1.26+0.01. 1.35+0.03. 1.4+0.03.
1.58+0.02 mg/mL, ¥JFREH —xZ 1 DPPH H i 3LiE
BRAE J7 o H B R T BH M XoF BE 09 36 M, I
LRM 7E 2 mg/mL £ H 5 V. #:i5H DPPH H H

1201 ;z v, EILRM E1AGL ESRIL
S EECPB EEIO EESM [DLIT
4:‘; 90 1 u Ik
& / L
s :
260 1 i
_E -
{0
T30
=%}
)]

0 4

0.4 0.8 1.2 1.6 2.0
W (mg/mL)
B &2yEIEY T DPPH H HE T RRRE
Fig.1 DPPH radical scavenging ability of food-medicine
homologous substances

i 2 S EEYTEXT ABTS™ H IS0 BREE
JIFTR, BEEFESHRE IS, LRM . AGL., LJT. 10,
SM. CPB A RIL iX 7 FEZ5 R EXT ABTS'H
FH 25 A A ) 3 5 B AR M, 5 DPPH [ HH BE 19
I BRI — 3, H ICs, 43 5 o 0.29+0.11. 0.37+
0.02. 0.56+0.08. 0.58+0.05. 0.61+0.14, 0.64+0.12.

12017 v, =1RM mAGL mmLIT

B 10 E@SM CPB RIL

O
(=]
N

A

=t
N
TTTTITTTIT R

TTEITTITTTH

ABTS"H H1EG R (%)
(98] N
o (=}

0.10 025 040 055 0.70
e (mg/mL)
B2 SRR ABTS' [ fER S ERAE
Fig.2 ABTS" radical scavenging ability of food-medicine
homologous substances



- 406 - é’uﬁ&TWﬂ*ﬁ

2026 4F 5 A

0.97+0.10 mg/mL, ¥R —E Y ABTSH i HEIH
BRAE S, (EIEBRBOCR Y55 T Vo 1 PCSW., CI &
PLWO Xf ABTS'H /i 3EJL-F LB R HE 1. ik,
10 FhEr 2[R IR T %) ABTSY [l B 1S ER e )1 5
DPPH H H #0975 KR 62 J1 — 2, Bk PCSW. CI X
PLWO iX =#p4 B4k, HABAE S HA —Em0 |3
FLIH BRI
2.2 BRHARIFYRE XOI ¥

XOD % S Ak B IS IR B8 BRI 5446 UA,
UA TEARPNFR RS S3 HUA, BTl XOD J& UA 77/
FIA) B, 308 ok 0 ) L P DA R AR UA 7K, BT LA
SRy T A4S B HUA #2454 208 82, wE 3 &
25 [Rl PR 5T ) XOT 7% Pk T /s, [ 5 o o vk 3 19 34
Jin, BRI BT R - O R (R 55T
BHEXTHE AP, H:d LRM. LJT. I0. AGL 2 SM
A P AR XT3, L IC, 43551 2 4.81+0.08., 5.55+
0.03. 6.13+0.07. 5.75+0.23. 5.94+0.15 mg/mL, CPB
A RIL B 410 6 2 S 4559, PCSW. CI & PLWO %
XOD JL-FICHilsceR .

2012z A == LRM mmLIT =E10
BN AGL EE SM [EE CPB NN RIL
] y

90 . . 4
&
= 60 -
)
P

30 -

0 j

6 A‘ 10
HeE (mg/mL)
&3 SRR XOI itk

Fig.3 XOI activity of food-medicine homologous substances

2 4

£54 XOD Mfilys HEFAS My S AT, ik H
T I0. LRM. AGL, LJT X SM X 5 F XOD 31 i
WEPEEC S | BT B RRE PR IR 1 00 B 25 [R1 IR ot
AT 201880 . ARSME PR 1C,, ANk 2 .

22 KRR 1C,

Table 2 1Cs of the in vitro activities of various food-medicine
homology substances

wZ5[AE DPPHH H3LVERRAE )] ABTS' A HELERRAES)  XOIfg

2.3 HERIHTERERLILEE UA RARIREAEY
5IBTHEE R NGR 3, 45 R R AR B2y
[RIVRP B AAS R FE I 5, S8R T B XOLL 1E
77.15%+2.13%~86.00%=1.25% 2 [d], 2255 HAT Ge 1t
P (P<0.05) . HA AT N, Ng A T4
() XOI 7K3F-, N, N3, Ny N, A Frha5EKF, HAS
HA 3225 (P>0.05), 1 Ny ZHIHAH &1 XOI
H5HAbAH (B N, 4140 BHA #1425 57 (P<0.05) o

# 3 W5EIHR XOol
Table 3 XOI of uniform design group

d X, X, X, X, X, XOI
LRM  LIT  AGL 10 SM (%)
N, 0.5 1.4 1.8 23 4.1 81.80+2.10%
N, 0.6 1.8 24 3.0 2.1 77.15+2.13¢
N, 1.4 4.1 0.5 1.8 23 81.62+0.71%
N, 1.8 0.5 23 4.1 14 83.28+0.87%
N 23 1.8 4.1 1.4 0.5 86.00+1.25°
N 1.8 2.1 0.6 24 3.0 77.23+2.45¢
N, 2.1 3.0 1.8 0.6 2.4 80.07+0.81¢
Ng 2.4 0.6 3.0 2.1 1.8 79.61£0.27
Ny 4.1 23 1.4 0.5 1.8 81.32+1.55™
Ny, 3.0 2.4 2.1 1.8 0.6 81.09+0.92"

e X ~Xs B 10 mg/mL,

Xof A 1] U A8 RO EA T Sl A 06, AT AR LA
AP 5 XS AR B Y g Bz e o SR 4 o,
X;(AGL) . X,(10) . X(SM) . X;X,(LRM, LJT) .,
X;Xs(AGL. SM) . X, X (10, SM) X} XOI ¥4 3
PEFZME . 25 H A8 B2 I XOT BT X, X 5>
X X> X XS XX > X > X, > X X, R AR 2
[RI VR AR 2 H X XOT AT 8 825 il 5200

F4 el RE ks

Table 4  #-Test of partial regression coefficient
PE IR UTIEIEEY ' TH Pl
r(y.X3) 0.9995 31.2623 0.0010
r(y,X,) 0.9986 18.6811 0.0029
1y, X —0.9641 3.6333 0.0681
r(y.Xs") 0.9997 37.9337 0.0007

r(y.X,Xy) -0.9998 54.6191 0.0003
r(y,X,Xs) -0.9322 2.5758 0.1234
r(y,X;X5) ~0.9997 425550 0.0006
r(y,X,Xs) ~0.9998 55.3633 0.0003

L1 (mg/mL) (mg/mL) (mg/mL)
10 1.35+0.03° 0.58+0.05" 6.13£0.07°
LRM 0.5420.04" 0.29+0.11¢ 4.81+0.08°
AGL 0.93+0.02° 0.37+0.02 5.75+0.23°
LJT 1.58+0.02° 0.56+0.08" 5.55+0.03°
SM 1.440.03° 0.61+0.14" 5.94+0.15°
CPB 1.26+0.01° 0.64+0.12° 45.8242.61°
RIL 1.12+0.01¢ 0.97+0.10" 54.92+3.14°
PCSM - - -
Cl - - -
PLWO - - -

e P = IR YRS A NG, g R S RF SRR
TN UL B LA M2 5 (P<0.05), 3 [,

BIZ SO T 22 oni5 28 A5, 453 a5
JiREN Y=82.5937+0.3343X,+0.5213X,—0.0093X >+
0.0648X*>—0.0495X,X,—0.0033X,X—0.0739X,Xs—
0.1542X X5, Hirp X, X0 X5, X, Xs 40 940
LRM. LJT. AGL. 10, SM. [8] =45 754 fif) e 7F 22 5
R?>=0.99995, 2 /K P=0.0151(P<0.05), F|GhrE
22 S=0.0505, & W% [0l AR 7Y g 481G M R 4r, w1
T B 24 R R S W HE AN R I B LT 19 XOlL,
BRI RAERL L X, 0 X, X5:X,:Xs A 1:0.5:4.1:3.9:
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0.5, XOI FiiM{E K 87.61%. BECHIZH AW 10 mg/mL
A e AL H 5 W s W a2 A T E 7 B8, 453 S8
XOI 24 87.10%+0.79%, 5 HIMME G B EF 25
(P>0.05), HIME T8 H4H N ~N, 19 XOI. JIF
DLz Ak s i 25 R LH -5 (FMHC 1) £5)
JEEAEEE e AGL 41%., 10 39%. LRM 10%., LIT
5% LI SM 5%,
2.4 FMHCI BIRSMNEER . Bik. MifEHARIN
ZEAEUS , FMHC 1 IR0 20 2R 45 i Ak i B 52
THALESEZI 30 XOI AL EEANE] 4 i, XA
FAL B BE, FMHCT 35640 XOT 23Z 48 N s,
2L O Be 4 3R EL AL AT XOI 2 35 F F (P<
0.05), AI GEETHALEEFIANFE 1Y pH X+ XOD 1iE 1=
A T HRZIEEY 25 Pl R ] 2ead Ak R S XOI 281k
BN, H5INT FMHCT A5 a8 20 RIS 20 A7 A
2 2ER, 2B FMHC1 #2548 B 19 XOI /EH,
I FMHC1 8 BB T B XOlL.

1004, . 25 NI B R
@ {5041 (10 mg/mL)

75 R L prx e ren

EDS sk NS Aotk FREET *ﬁ‘ﬁ%uw N*'_J ******

anoan oo onn Tyt nnoan nn
B B B B

50

XOI (%)

25

s @i\ L o e 20

T IRIME LA S LB EE (min)

K4 {RSMNEbERE B XOT
Fig.4 XOI of in vitro simulated digestion

e AR R /NE ISP T T4 R A W R 24 2 18] B
X0l £ 7 & 3 ¥ (P<0.05) ; *{ 2 [7 3 9 AS T/ 41 =22 [6) Y
XOI 2 5 8 F M, *1L 3% P<0.05, **{L £ P<0.01, #**{{ 3%
P<0.001, ns fREEZFATE,

b B 4% 15 Ak B B b FMHC 32836 2H R Ass 750 25
XOI 2553, S0 M IETEA LR 3510 XOI #E
PR p AR, AR Z AR B M2 5 (P>0.05), —
FHAr 5S4 A AR AT B TE2E F (P>0.05);
TEASADL B O S A B B, TE B Wik 0. 1.2. 4 h
J& FMHC1 256 2H AH 58 F AR B 2H 19 XOIT 4351 B AIK
T 0.72%+0.82%(P>0.05) | 1.52%+0.98%(P>0.05) .
3.77%%1.34%(P<0.05) . 5.61%%1.02%(P<0.01), H[I
ABAL - B 4K 2 h Ji5, XOI A B3R, 7Es
Mo W 3% SEIE AL B B, FE R WIE 2 TH AR 0. 0.5, 1,
2 h J5 FMHC1 U520 A4 TR RIZH 1) XOI 435l B
KT 7.12%+1.05%(P<0.01) . 8.8%=+0.59%(P<0.01).
11.5%+1.21%(P<0.01) . 18.2%+1.55%(P<0.01), HI
FMHC1 3620 1% XOT A ARG il LB By 22
g B s A BEAE S 3R SefE k. FMHCL & A Ky
2. B EIE Y T, RN AL R D,
FIHACEG (- VERTG . 2R . ARG . P R

AN . pH I RZm, 35 YY) T K& R Sy i, S ER
XOI A IR, iX 5 Z 2 CAnminHERR | )50 . i
FHRAE) . EIEHIEOT R MR LR IEY
TERSMERITHE AL 25 R —2CY, A2 T, FMHC1
M%) XOI TE45-TH AL I BE i BEARAR B S R 2> > 1
Jas, SRR AT HE S T s AL R, AR XS P o i
AR 1T FMHC J& T35 el G9), FEAHLE W
FOTR PRI R R TE] Y (2 h P9)AEXT AR, 15 P o
ISR, R A P e 2 s AR S5 Al 1 B v - v
TR B3R G KA S AN AR A L, TR XOIT FRIRFR
Fifi = 34520 X} FLTE AR S S5 3L, FMHC 1 Z845- B BE T
UG XOI iE M B R I — s B N R, (R 2 P/
T2 60% DL ywEtE. 25 TR, FMHC1 7EiH 1k
AR AR TR A IE A, ARIE T AR LI i
P18 ¥ 1A 4 Jo 2 AR FH R TTT % 45 XOT 1% 4, DA Ry
FMHC1 A& 8 S sl 24 B e FH 3t

2.5 FMHCI %f HUA HK-2 #Apa0{ER#LH

2.5.1 JRFFAN XOD BUHREETE  FRIR S s it
ML W), B S e A S 2 B E R A= UL
P A NS A T R R A I E — 25 3t R e
WS, PTG AL LB RS, S NEERA AE PR NGNS S A i FH
TR RRARPY . T, AR S NEERS 2 PR 1)
AR AN, S PRI A il i) B A B, 1 2 N4 421
BREAEE IR A B T S E . PRI, sladBER G ES ing b
VPR IR 5 WERS A AL, AT ARG5S 4
PRIE . W& Sa Bz, M%i0 0.5~4.5 mmol/L BYARFF

(a) 200 1

—_ —_
[= W
(=} (=

JRIR Wi (mg/L)
3

(=)

0.5 1.5 2.5 3.5 4.5
HRFFV S (mmol/L)

—~
o
=
(3]
(=3
S

—_

wn

(=
T

—_
(=3
(=]
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S
T

PRI Jla (mg/L)

005 05 1.0 15 20
XOD¥J# (U/mL)

K5 defEifs vk B A

Fig.5 Screening of the optimal induction concentrations
s (a) AS[FIVE BE B X HK-2 40 UA ZE s 520 s (b) AN [
VRJE XOD *f HK-2 4/l UA A= s 205 AR/ 5 BERER
253, P<0.05, & 6~ 9 [,
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55 30 h &, 4 38 bR ) T R L LR
UA, SR FHEE 7 0.5, 1.5, 2.5 mmol/L i, ZH i -
HW I UA 7K 25781 (P<0.05), UA & =455
S 95.33, 126.14. 138.70 mg/L, ¥k 5] HUA /K-,
{H 2k 25 T i i e i, HE UA /KO0 i 35 A8 Tk (P>
0.05), KM HRIE ST 2.5 mmol/L B} UA RiiiEWY)
W R B A b A i UA, P LI AIE HUA F5RY
I ey, e4%E 2.5 mmol/L VM B 1Y Fe i35 Sk
&, [FREHL, InE 5b s, 24 XOD kA 0.05~
1.5 U/mL B}, 4 EyEWH A UA 7K 27 (P<
0.05), 4k£Fm UA HeBEN oSt X (P>0.05),
JfH 0.5 U/mL ¥ XOD 55 HUA, il 5
A UA & HN 129.25 mg/L, NI+ 0.5 U/mL
1E-R XOD M5 e

2.5.2 FMHCI X HK-2 gi 7% 1 52 m A T 0
e HK-2 AR5 325, o FHAS ] B2 i) FMHCL
(49,98, 195, 391, 781, 1563, 3125, 6250 ug/mL)
YEJH 4L 48 h, SR 5 FH CCK-8 25546 0 40 e 7% 7 .
LR ANE 6 s, AN EE i) FMHCL X 241 A (14 i
ZPEARE, B FMHC ¥ T, HK-2 4T
J1 PTG R, S IR E] 1563 pg/mL B AHMAF
IR, A 198.84%:+6.81%, 5 At vk B 1 4 it 7%
J1 B W25 5 (P<0.05), 52 BRI 1 4T o it 52
Mo R FMHC1(781, 1563, 3125 pg/mL) =
AU R R, P SR 2R EE

220 1
176 1

132 4

ANHETE T3 (%)

o~
N

O & Hh N N H» D
XY D R P

WL (ng/mL)

Kl 6 FMHC1 %I HK-2 i J i 3
Fig.6 Effect of FMHCI on cell viability of HK-2 cells

2.5.3 FMHCI1 %} HK-2 4 J}fg 35 W UA K19
SEE 3 AT g7 ANE IR T AN XOD 155 HUA HK-
2 MU, B5F FMHCT %F HK-2 4ifigtf UA 7K F
B2 . i HPLC K& 40 i 5% 3% LB W P ey
UA. JREF LT, WiE 7 P, BRI aniu s 3%
W UA & &8 132.45+4.32 mg/L, 53] HUA 7K
P, UGB HUA ZUAS BRI s pli T . SRS RIZH ) L,
BHPEXT BEZH UA &8k 75.42+2.63 mg/L, i Z R
T HK-2 4iifififiy) UA 7K~F(P<0.05), 3£ H FMHCI1 /9
G, w2 FR B H A W] a9 R R IR A R, Hop

sl 4] (1563 pg/mL) SR B B3, UA & 5N
85.40+1.41 mg/L, iX 7] g 51250 B 40 A3 T /=5 U 4h it

180

120

JRIZ/KF (mg/L)
N
(=)

N o) W
N L R

FMHCI (pg/mL)

€17 FMHCI Xf HUA HK-2 il -3 UA /KPR 520
Fig.7 Effect of FMHCI on uric acid in HK-2 cells
of hyperuricemia

WA, g5R R, FMHC Y3 RT BEXT HUA
HK-2 4 EA —x R ER .
2.5.4 FMHCI1 %f HK-2 gl S8 K F/KF fs2 i
ML B 75 PR BRI BE S50 i NF-xB 5 Sl i, i
BRI R T IL-6 45 Ay Rk, 51N AR A R
FERY, KL ARF SR T FMHCT X HK-2 4i i
HRAEHRF(IL-6, TNF-a. IL-10 Fl TGF-8) A5, it
R+ IL-6 Fll TNF-a Byt =4 & T HUA &
EORIRER AT, PRIGER AR UTRRES T 1L-18,
i IL-18 1755 T iiEEF 1L-6 1 TNF-a B4,
Ut THUARBYSORE W P, 1EAh, HUA #4705 NF-xB
3 PRSI IL-6 Fil TNF-a FEIR0, 40&l 8a filr
IR, A5 X IRLH 1Y TL-6 ¥R S 9.83+0.59 pg/mL, T
FIRIZH TL-6 7K 2 T s (P<0.05), Mk E Sk 22,19+
0.32 pg/mL, T RIIFE R UM IAE, A [R5 2H
FMHC1 4524 )5 7] 5. 3 FEAIR 1L-6 7K F-(P<0.05),
Fl A BOR & 3, 45255 19 1L-6 MR BE R 16.46+
0.47 pg/mL, H 3 EERS T FE B HY AT ITRITROCR .
[FIAE b, an &l 8b Pra~, 525 4 B2 (TNF-o 7K
10.32+1.42 pg/mL)AH LK, ARAIZH TNF-o 7K~F-(29.05+
2.02 pg/mL) i E T (P<0.05), 5 IER4 B R A 9] 551
=19 FMHCIL 4524 )5, #165% T TNF-a /KFRIFE,
LSS g IR P R4 FMHCT /19 TNF-o 7KF
525 [ X BUZH 7K SF-A#H 24 (P>0.05) o 45 SR 3R W,
HUA 7] S 3 40 i vh 9 1L-6 A1 TNF-o 7KF34 001, 7
FMHC1 ] FEARHEIK- .

TGF-B F1 IL-10 B PrEVE AP TR AR, 14
FPE T 403 (Treg) 42 1L-10 B FE B IF, TGF-8 Al
it Treg dAUfS3-1k, [AIHEHGR 1L-10 WM, JE AR 2 15
%, (B7E IL-6 Fll TNF-o 3 = A= B9 R A, i TR
i e A AR AR Aol W 240 L ) i 2 e FRU Iz £k, 3107 Treg
R A BEFE, PR S ER TL-10 438/ F1 TGF-8 3
RESEAEDT, nlE 8c AR, 525 X FEZH (TL-10 7K
42.30+3.78 pg/mL) #H Lk, BEILH TL-10 7K (21.15+
1.71 pg/mL) {2 FEAK (P<0.05), SR A EL, B
W > Pt T AS ) 57) Bk ) FMIHC 1 W 35306 %% 1 TIL-10 7K
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12/0 %\\\g’%‘ FMHC1 (pg/mL) @‘?\ %§%‘ FMHC1 (ug/mL) @0 %\\\%@%‘ FMHC1 (ug/mL) fz?

Pl 8 FMHC1 %f HK-2 4l A5 S E PH 152 )
Fig.8 Effect of FMHCI1 on the production of inflammatory factors in HK-2 cells
#: (a)IL-6 7K (b) TNF-a 7K (¢)IL-10 K5 () TGF-B /K.

SRR (P<0.05), HAhFli 2l 5 5 i yGy v /K7
A4, TL-10 #5358 36.610.99, 38.28+1.90 pg/
mL. U 8d iR, BilZH TGF-B 7KH-(19.56+1.28 pg/
mL) . FAE T 25 I % B8 40 (35.82+1.84 pg/mL) (P<
0.05) , H M= 14 W 45 25 J§ TGF-B 7K ¥ S~ 30.25+
1.28 pg/mL, BEHNE T HUA SEHY TGF-8 WM
%, I H &5 5 & 20 Y FMHC1( TGF-7K 3¢ 29.18+
1.94 pg/mL) 45 25 30 S 55 1) W5 w4 st 250 SR AH ALl ( P>
0.05), W 5744 FMHC1 WAR T TGF-4 ik
KSR . 45 SRR, HUA vl 5 2040 i b i
TGF-B F1 IL-10 /K -REAIG, 1 FMHC1 7] $8 &5 2 3%
IRIKAV-, Hos a2 S 5 e I e B AL VR Y T

£x L ri, FMHCI1 v 38 i FE AR &R BB F IL-6
1 TNF-a 7K. #4ndi & B+ TGF-4 #1 IL-10 /K F
Sz HUA 51 I4RIESORE
2.5.5 FMHCI X} HK-2 404 AL 0% 1 ISR
MDA JEAR i F A2y i 22—, AT LAPPAl 4t it %
HLVEAR I KRS &l 9a B, AL ZH 11
MDA 7K~ (2.99+0.22 nmol/mg prot) it 3& = T 25
Xt R 2H (P<0.05), 2B HUA {£#E T MDA 19724k,
AR [EFEZH B FMHC 4524)5, MDA 197K i
FH AR (P<0.05), I HimfllEgH FMHCL BRI TRUR
55 RS I AEALL(P>0.05) .

CAT Refg Mt it S b 53 i R K A, DT
LRAP AR G2 AR50 aniEl 9b P, A RUZH 11
CAT 7% 1(0.07+0.02 U/mg prot)FAIK, FIEnApssy 24
J&, CAT JHPE R RN (P<0.01), 24 0.35+0.05 U/mg

@ 4 ® o5

g =

g 3 c 04

50 =

E 2 03

) E

E g 0.2

é : e é 0.1 ¢
S . o LS B P

00“% o

N D B S R

& W@@‘(& AR ﬁ%% 5\;2@2% RN

5 TN 5 R S
a"f %§%‘ FMHCI (ug/mL) @® %\%""*‘ FMHCI (ug/mL)

SOD (U/mg prot) ©

prot, 3 H &7 4H A9 FMHC1(0.27+0.04 U/mg prot)
5 5 EERG T IR 7 RO AH 24 (P>0.05) , AEAI R 220
B FMHC1 4525)5, CAT AT IR TAEIRIZE, IfoR
RIHEITRER (P>0.05) .

SOD J& P E WP A LR, | IZAFE TEY
A, BSR40 A Hh kB T Ay AU SR AU,
S AR 40 M G A2 S AN B 49510 . Al 9¢ TR,
Has X REZH (SOD #iM:A 0.13+0.02 U/mg prot) A
b, HEAUZH Y SOD 7% 14 (0.08+0.02 U/mg prot) i 35
REAR (P<0.05), fHZ 30 245 25 )5, SOD & M348 T kg
sm, I H b 4H Y SOD % 1 (0.24+0.03 U/mg
prot) i 2 L T 51 N w4 s 2 (0.16+0.01 U/mg prot)
(P<0.05), Mifik. =7 E4H A9 SOD itk 525 FAXT g
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