47

45
Z_:Sl;

Hippof& 5% F i SAVI 81 H
72 A M e = A2 e A AR

D!, ERA (LR R R LRI R )\ — BB ARG, AT 210002; 2 7R X A 16 Bt R v I
JTIX AZEFR O, B 210002)

52 : Hippofs 5 FIBM B FARIBMAAW LI, BA RS EAETER. E9 R AR
B, ZiEM SRR kAR ERFR#Y]. SAVL (Salvador homologl) J&Hippofs 5 # Sl s (1) S 48
HAIAZ O A, T f e R MR AR G . Ak, CEOABE R, RSO SAVI 45/ ) R
HAE T4 e A R v R AE F BRI AT 280

*%ﬁlﬂ Hipp0 Jé% ﬂa‘@.ﬁﬁ; SAV1; H{?Hﬂﬂ@,ﬁ; gﬁfglﬁ‘ﬁ."

Role of protein SAV1 of Hippo signaling transduction pathway on the development of hepatocellular carcinoma
Ma Yan', Wang Maorong’ (1.Liver Diseases Center of PLA, The Affiliated 81st Hospital of Nanjing University
of Chinese Medicine, Nanjing 210002, China; 2.Liver Diseases Center of PLA, Eastern Theater General
Hospital, QinHuai District Medical Area, Nanjing 210002, China)

Abstract: Hippo signaling transduction pathway, initially discovered in fruit flies, plays an important role in
regulating cell proliferation and apoptosis. Recent studies have revealed that tumor initiation and progression
could be tightly linked to altered Hippo signaling. SAV1 is believed to act as core components of the Hippo
pathway. SAV1 worked as a cancer suppressor in restrict cell number and promoting apoptosis in differentiating.

In recent years, studies have been intensively focused on effects of SAV1 in human tumorigenesis. This article

reviewed the structure and function of SAV1 and its role on the development of liver cancer.
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1.1 Hippofz 5 4 @ 3469 K LA LE %, Hippofs 5%
I B A LR SRR AR A BRI, AT N LA R
RN TG RILT Warts (Wts) . Salvador (Sav) .
Hippo (hpo) « Mob as tumor suppressor (Mats)
K Yorkie (yki) SHFER, M IThEE KM AT T2
UALE E I BEAE K™, WA 2 R A A A
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BfE: O T, QHEHpo i) FYEYISTE-20
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B2 MELI2DH 5, B R AEZRLNT4%,
144 A 515 5194% . YAPTEUP B 40 b (1 = A A
AMERE, WIS BRI R, A4 ER
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