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Study on the Effect of Ginipin on the Secretion Function of KGN Cell Lines
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ABSTRACT: Objective To explore the effects of genipin (GEN) on the secretion of inflammatory
factors and female and progesterone functions in the culture of KGN cell lines. Methods Culture KGN cell
strains, divided into experimental group and blank control group. The experimental group intervened with
KGN cell lines with different concentrations of Ginipin (0.05umol/L, 0.1pmol/L, 0.2pmol/L, 0.3umol/L).
ELISA tests for leukoelectride 6 (IL-6), leukocyte 1 beta (IL-1 beta), elethinoline 4 (IL-4), interleukin 5 (IL-5),
estrogen (estrogen, E2), progesterone (progestin, P); Testing Protein expression levels of hydroxysteroid (17-
beta) dehydrogenase 2, cytochrome P450, family 19, subfamily A, polypeptide 1, cytochrome P450, family
17, subfamily A, polypeptide 1 and uncoupling protein 2 by western blot. Results There was no statistical
difference between the secretion of IL-6 and IL-1 beta after different concentrations of Ginipin intervention
on KGN cell lines (P>0.05); The secretion of IL-4, IL-5, E2 and P decreased significantly compared to the
control group (P<0.05), and the protein expression levels of HSD17B2, CYP19A1, CYP17A1, UCP2 were
statistically different from those of the control group (P<0.05). Conclusion The intervention of Ginipin with
KGN cell strain can significantly reduce the secretion of such inflammatory factors as IL-4 and IL-5, which
has a certain protective effect on cell growth, and further verifies the anti-inflammatory effect of Ginipin, but
the secretion of estrogen decreases, which has a certain effect on its endocrine function.
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1 #MEFE=*E
1.1 w8

KGN 4 fig#k . 5L JeF (Cayman) R4 ML (gibeo) |
DMEM/F12 ¥% %7 3 (gibeo) | R (gibeo) WL (=
K ). DMSO(Sigma) . BCA & I i & (B
K ) HSD17B2 Hifk (affinity) .CYP19A1 HiiA (affinity) .
CYP17A1 Hif& (proteintech) , UCP2 HLA (proteintech)
AWy & A1 2R BT AR IgGHAL)( 3 [E abeam—— 3 19
Pt ( B ) A5 A FR/A 7] ); Human IL-1BELISA KIT,
Human I1.-6 ELISA KIT . Human E ELISA KIT . Human
IL-4 ELISA KIT. Human IL-5 ELISA KIT. Human P
ELISA KIT( iR AE MR A RAF] ).

1.2 FHi&
1.2.1 KGN 4ifitakk ks 7

KRR WAE F 10% JR 2R IM0TE +1% ST DMEM/
F-12, % KGN 2l # ML FRTE 37 °C .5%CO, 4 d%
FeAa
1.2.2 SE8s sy KT 5 3

G R I RN S R IR, S 4H 4 S A e
4 0.05 w mol/L, 0.1 w mol/L, 0.2 . mol/L, 0.3 . mol/L
B 5L JESET 1, X BRZH R 5/1000DMSO
1.2.3 ELISA # W F 1% i o IL-6,IL-1B . IL-4,
IL-5, E2, P& &

R A5 BRI S e W B (ELISA) a5 & 16 IH 45 7
I 7 45 2H AR A R Y TL-18 L TIL-6 Fl IL-4
IL-5.E2.P A& 5,
1.2.4 Western blot #& 5 9 FK ik

296 5 19 KGN 21 Jf B 42 A 2] K5 5% 1L,
B IR 24 h 5, WOUBE T U R 40 it 2 B Gk F
70%~80% , HEAT 53 2H S5y , WU HE 45 20 4 i 3RS B AR
F, BCA &8 e B e 300 &0l e 2 vk B, 1L
LA 40 w g #f il EFEHEST SDS-PAGE , R I L AT
Western blot # i (PVDF [l ) 1 h,5% i} 0345 £F
12 h, iIA 1TH0 (HSD17B2, CYP19A1, CYP17A1,
UCP2#JE M 1 ¢ 500~1 : 1 000, B-actin ¥ E K
1 : 5000),4CHEF R, M4 37°CHFA 1 h, ECL
b WA, image J A I LR BKF .
1.3 SGit#4bE

iz FH SPSS 22.0 et 4k i AT . B R
I + FRUfE2E (mean = SD) F/n ., 7 H 2550
o 36 ) FE Al AT 7 25438, 3 SNK—q K 35047 45
AR PI EL . LA P<0.05 N EFH Gt
14 %R
141 %I Je F %F KGN 48 i 8% 3 | i ik b
IL-6, IL-1p . IL-4, IL-5. E2. P & &M
L4 1.1 SXxFRAML, mmse e, bEe
SEVREERIGE AN, EIEWCP SR . AR W R

1 ARIRERBFEFH KGN HABtk/E IL-6,JL-1B . IL-4, IL-5. E2. P4 (X*s)

SR (mM) IL-4(pg/mL) IL-5(pg/mL) IL-6(pg/mL) IL-1B (pg/mL) E2(pg/mL) P(ng/mL)
Curl 2.297 = 0.080 3.11+0.128 9.690 = 1.128 2.697 +0.106 11.383£0.172  1.603 +0.021
0.05 2.107 0.031 2.983 = 0.057 9.817  0.866 2.70£0.164 10.887 + 0.046 1.50 £ 0.03
0.1 2.030 = 0.034 2.980 = 0.046 9.970 = 1.807 2.637 +0.227 10.883 + 0.269 1.403 +0.29
0.2 1.877 + 0.645 2.777 +0.120 9.663 = 0.892 2.78 £0.161 10.523 0.217 1.390 + 0.41
0.3 1.833 +0.045 2.673 +0.137 10.073 + 1.137 2.89+0.241 10.500 + 0.128 1.291 + 0.01

7 Cirl 2H BXFEZH,0.05 M ELJESF 0.05mmol/1.,0.1 "HELJEF 0.1mmol/1.,0.2 H51JEF 0.2mmol/L.,0.3 “~ 5L JeF 0.3mmol/L.
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3 FREFEEFETH KGN 4tk 24h /5 CYP17A1, CYP19A1, 178 -HSD2, UCP2 EHFKiA
H: DMSO 41 AXFIRZH, 0.05 A JEF- 0.05mmol/L, 0.1 A5 JEF- 0.1mmol/L, 0.2 A5 JEF 0.2mmol/L, 0.3 & JEF 0.3mmol/L.

SXFRRAFELL, #* TR P<0.05, *** FR8 P<0.01 (n=3)
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REAT: 45 22 0 90 34T\ by 70 Bl B 26 B v TS e 22 9 R
Xt HE A KA 25 AL, R B 5T R ART &
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J 7 40 L A5 2 4 s SRR AR e N BN Sy RE AT
R W R BN OE SEIBOR 41 i A UCP2 2 1



78 World Latest Medicine Information (Electronic Version) 2022 Vo1.22 No.9

ek ", I UCP2 ta] 2 575 i 4 i 2B K
KB A, Ge HP AEHF 5T W UCP2 # il
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