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HEIEN: HRhFPAEKMLEFI (Growth Differentiation Factor 11, GDF11) k5 &R sk & it & 49 £ BA R A
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B4R KM AR R X e R A M GDF 11T & B R & 91 B o CD8 T am i & AL fn 4658 044 A ; Bt CCK-8 528, A X @i R A%,
JE P iR AGDF LIt BAL A T & BN R E @ APICIVA 89k, &R BN B A CDFLIK-PRAE RSB T
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Investigation on the Role and Mechanism of Serum Growth Differentiation Factor 11
in the Pathogenesis of Vitiligo
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Abstract: Objective To investigate the association between serum Growth Differentiation Factor 11(GDF11) and vitiligo
progression and its implication in vitiligo pathogenesis. Methods Vitiligo patients and healthy controls were enrolled, of
which the level of serum GDF11 was detected by ELISA method and its correlation with vitiligo progression was analyzed.
Flow cytometry was used to clarify the effect of GDF11 on the activation and exhaustion of CD8" T cells in patients with
vitiligo. CCK-8, flow cytometry, and immunoblotting analysis were used to clarify the effect of GDF11 on the apoptosis of
vitiligo melanocyte cell line PIG3V. Results Serum GDF11 levels were significantly elevated in vitiligo patients compared to
the healthy controls, and higher inthe progressive stage than in the stable stage. In addition, serum GDF11 levels exhibited a
significant positive correlation with both BSA and VIDA scores in patients with vitiligo. Further, GDF11 significantly inhibited
the activation of CD8" T cells and induced their exhaustion in vitiligo patients. What’s more, GDF11 suppressed the apoptosis of
the vitiligo PIG3V melanocyte line under oxidative stress. Conclusion Serum GDF11 is significantly elevated in patients with
vitiligo and is highly associated with disease progression. GDF11 can exert simultaneous effects on restraining the abnormal
activation of CD8" T cells and inhibiting the death of melanocytes, serving as a key endogenous protective factor in controlling
the development of vitiligo.
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Ay EEIE, KM Human GDF11 ELISA Kit#& i MLiEGDF114
i, RS IR AT . SR UE B AR FaE
AR E T 3 I R R 1148

1.4 CD8'TAfus: 7%, il KimN gt b 12 REN
Pt X 8 M R AN R e ik 64, AR AR RN 915 1,
KT EPBE R AT . RABEH R 0% (Ficoll-
Hypaque7» B, 1. 077 g/ml) 4325 #0 & il 5% 41 i
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100, 150, 200. 250. 300. 400. 500. 600. 700 pmol¥K
PR FEIIH,0,A0 BEPTG3VAN AL, 545 44 S Ak SO 21 (11,0,
WP . GDF11AbFECDS T/, PIG3V4HAEJS12 h. H,0,AbFE
PIG3VAIARI2 hg, #5FHL20n1 CCK-8HMutsm, 37°CHe
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12 000 rpm 4°CESL230 min, FZR7 &0 BEHEATBCAIK FE I
E, FIAREAMASXLoading buffer, FF100°CAEME:
10 min. BCAZE ft J5 B AN [R] 43 41 45 2 2R (1IN 10% 3¢ fie v e
W, ARG EPVDRME L, 5% g 25 0 % i &t A
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