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PR & YN 2. MAPK 2856 2 45 /2 40 o od v Ak
BT —Fp AR EE A RENLE . MAPK 2
ARG H - MEAEEAM: MAPK, MAPKK
(MAPK kinase)f1 MAPKKK (MAPKK kinase). ##3
LW 7 OE R MAPKKK AT LABE R 1k I 0%
MAPKK, ##i%EH MAPKK % BB 1k - 0%
MAPK, #0305 MAPK 3 if B B 4 - B0E FIE R
kK, M MAPK REX RAEWK NGS5 —H—
AL 1B B A0 MLk N, Al BRI BT LUK A S 5 i
TN, BRWPEEBE(Saccharomyces cerevisiae) 4l g
th 2 /DAFfE 5 M MAPK RBX R 48, ‘EATHH S F MAPK
H| . Mpkl, Smkl, Fus3, Kssl flHogl
7, SR B, Tk,
AR ANEK, HMEE U SEE S H e
ff(high osmolarity glycerol, HOG)iZf2f K23, &
SCKA H R FTHOG MAPK 256 R 48 & HiAs S48
eh 2 2H 43 ) Tl R AN I 48 5 67 PO ot R 1R AT VR A
e 3R

1 B8 HOG 5 ES/ FRZaAM & IFIE
HOGI&AEX T BERHE B B & T IAEK Y
38 8 A 40 P A BRI A7 SR A i 41
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#2574 MAPK Hogl, ‘BRI EHFMEAK

FRINEEREE ;. 15 9% % MAPK 48t &2 @k Hmgie

fiff MAPKK Pbs2 K& ], Pbs2 I AT LAME I iF i)
Ssk?2 BY Ssk22 (Ssk2 f[F] T8 1) M1 Ste11 X P AP AN ]
] MAPKKK B 1k A& (B 1) Ssk2 1 Stell
a3 5N AR 3o S Ae e l. Seh—4% 91
YRR MBI E G Sinl HEZAN R BB S
S, H¥E 58T Ypdl A1 Ssk1 %5 Ssk2 5% Ssk22.
B—&EREHEBREA Shol K2 mBEERES,
SR JE T R AN A R FBEE Cded2, Cded?2 i i
Ste20 i Stell (B 1), HPEE—& 038R
BOE YA 512 Hogl 19 Thr174 Al Tyr176 5% 3 XU E
Rk, 353 Hogl M4 M5 I A MIZ N H% . 1
Y fuA% 1 Hog1 ¥ 1fi#47% Hotl, Msn2/Msn4, Skol
A1/ 8% Smpl KR T, 1K LR SR AT
MR AR R Rk, DM T Hah 4. Hol
i B RE 4 R E FR, Rtk Es
WML E5 S (protein phosphatases) Ptp2. Ptcl. Ptc2
A1 Ptc3 7] LAXTBERR 1L I Hogl HEAT WML, M
FEAK Hog1 vE M LLE BN H & sl 4. @
ibxf Hogl WEMEM & R A Y,  ohtb 4 ik v] BL-& B
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il G % S 40 BB b A7 A P S RS 0 TR R 2
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Fig.1 Diagram showing the HOG pathway and its components

4 represents inhibition; — represents activation.
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it, RBERREB R BRI a5 ™, Ssk1 (1%
FRALFHIE T Ssk1 5 H T i ) MAPKKK Ssk2 (BL
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Fig. 2 Diagram showing the program of phosphorylation

between components of the HOG pathway in yeast!”!

TM: transmembrane domain; HK: histidine kinase; Rec: receiver
domain; D: aspartate; H: histidine. Solid arrows indicate serine, threo-
nine or tyrosine phosphorylation events during increased osmolarity.
Dashed arrows indicate phosphotransfer events in constant

osmolarity.

FRACABGE O, BT AT RN, ZWERRIL A Sski
ALK Ube7 M2 ZRE A IR RZER, IXHE
LK T H R if MMAPKKK Ssk2 8 Ssk22 &,
M CAAN [6] T~ 2 1 5 R TR I 1 7 808 TR i
R J& Hogl 3 MR T fuis, X440 fed 4 HOG &
fent oy s B A mEEAE 0,
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FISte50 %414y, Shol MIENM FINEESS Sinl A
[, Shol A7 T4 MM AKX, MiCEiE
i & AR L AL EA RS . B H AT
ik, Shol 1E KB BN 28 1 AR EETh BRI AN+ i
. Shol H.3E 4 NGB — M2k SH3 4544
B, &E5HIREE B Pbs2 N K2 RIHE ML
WAHSE A, ML Shol AH% 012 41 4 £ 4 Shol .
Cdc42. Ste20. Stell. Pbs2 1 Hogl ZEHHIfE 5
®SHEEY, BUEHOG BENY, UEEMR
MAPKK Pbs2 [F#i5 %% Stel1 HI1E#E, (HEXFi&
3% B QT 0 Ste 11 A 4 Ttk — B 5. HEW
Al g5 Ste20 1 Ste50 A 15 K. Ste20 AL Stell
HIBERR AL, 1T Stell MIBERR AL AT H N K 45 4381
HIVE B AERR, RS FHEHES 571, Ste50 /]
REIE T SAM 45438k 55 Ste11 TR &M LAHh B Stel1
FITHREN4 . T p21 W5 I 3 g Ste20 [AJI 52
% Ste50 FIEIETS . thAh, Stell 2 ERIEGEEFEH
fit MAPK &2 (MR RF, HlandaE R E RN G
RHE2ERSRBEKIRR. FA P2 521K
FIURMITHAE A 5, (Kl Pbs2 #A & —Fh 38
A, ¥ Shol Al Stell 725 8] LA — i pi =
HEES . Raitt FUFA TS Shol 45 HBLK D) fg
KB, Shol W ETEIhAER NG Pbs2 T 3 40 MK i 1
PEAEKA T, MHALE —HHEE HOG &1,
Mager FUIRFFURIL, BIE_EIRPEAS 73 @ ie
FE P F Shol, Ssk2 , Ssk22 B Stell &k, 4
FATH AR BENS A5 1835 I il T DA Pbs2 177 B0
Hogl, UtH] Pbs2 LUfs =& BMA-{EMI AT GEME,
HiZi& R A BN 7 RAER A LA TE R
1.2 Pbs2 #1 Hogl BYEE

Stell, Ssk2 B¥ Ssk22 ¥ AT iE Pbs2. ¥ Pbs2
BERR AL A7 (LB R 514 FIFRE R 518) R NHE
B2, T LAY B X8 02 TR e I BUR T . TR
HGRAR A G BRI AT 4 R R b S HOG & 4208,
Pbs2 — B #0E, Bt BRI Hogl Thr174 A1 Tyrl76
FR¥E, JEFE Hogl A% . FIH DNA #kF
S T E AR LK, 7EEBINE T Hogl ML
¥ Ja o] LU 600 2 AN R 23k,
1.3 Hogl M HiAE: BB

B IE IR e & T, Hogl #) Thr174
F Tyr176 #BiM 1L, HOG @405, NiiES
ST Ve PN i B v TR L L P AN e =Y = 1)
WA N HOG &%, [Boh HOG AR MIFFELiig &

Sl pim R AT ERRWIEEREY, HOG @12
R R R B 10 U . RO RE TR AR A1 3 Mg
% FR B A B BR BB ¥ (protein tyrosine phosphatase, PTP):
Ptpl, Ptp2 Al Ptp3. Ptpl Xf MAPK {5 5 ¥ Fig it
WHEEEER, Ptp2 F Ptp3 W52 L T A
MAPK 15 5# Q@20 R, AT Hogl
W, B, sinl A BKECE EETE Ssk2AN [,
BRI RS R AR A AT XA BT
B4 Ptp2 Fl Ptp3 Wit S E Friml, & Ptp2 A
Ptp3 X HOG @42 BA /i, X2 FiXm
Fh PTP fefB{f Hogl LBEERILO,

BT B R R R EREE LA, 2C FE AR
A (PP2C)Ptc1 Fl Pte3 WAL 4% HOG i&1t. Ptcl
F1Pec3 it BRIAIINH] T B+ Hog 1 i JEHUL 51k
BIgR AT T 022, @AY Hog 1 MIBERR 1K /K T
B, ptclAptp2A AR SR 5|4 Hogl ML
BERR L. B — DS S R B Prel {06 Hogl
IR ER AR BRIk, X Hogl bAoA
YEF . Ptc2 1 Ptc3 1] fig LML HLE 71 4= HOG
B2, fE AR B AR AT A S SRR AL AR,
PP2C 14 MAPK Spcl/Styl 354, fH 1 MEK
BHEMEVER Y, Pl #EILH Hogl 1) 2 BEMRAL
% Nbp2 135, Nbp2 SH3 &5#418 5 Pbs2 A4 A,
HON K A] R B iR s0E o A I E A R
Ptcl &4, Mk Pbs2 BEf 5 Hogl &5, MM
TR —/N& Ptcl. Nbp2. Pbs2 flHogl ME &
¥, PhIFIVEH I Hogl MAPK®2SI,

2 HOG & 1248 4 1YL 40 Bt xE i1
2.1 Hogl EAMERYIE
R Z T, Hogl 4740 T e 540 fu

. TIEAEIENNE T, Hogl MU A AL EE RS .

li) 4 O AZ N 35 RS 10 Hogl &b T BERRALIRAS, 1 Hogl
R BH B A LS s . Il Ry
B M B 2 S AR (KS2M) I T e W . %5844
Rt L B R — R i m i e iz, T BERR
A7 R B SEARAA(T174A, TIT6A) I HEA kb
4 MUz keI, AN, Hogl M H 2 kKT
Gspl(Ran [ A NmdS (P 4% 12 B 1) K BRI
fH. %Ki Hogl 4% %€ f715 5 (nuclear localization
signal, NLS)& &5 W IZHE 1 Nmd5 H%k B4,
B Hog 42 75 4 2 i gl HoAt (A R 1 e a8 H i A
R, MAMBZA, Hogl BEMZE AL
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Jihil & — M8 % K7 Msn2 1 Msnd 7] GE4E 0 40 fo A%
MW Hogl M EEE, BENTE msn2Amsnd A SR FK K
t, Hogl MAZPIE 8 BE S BF AR ARG . HhAb,
R B E BRI LS 5 Hogl WIELNL, Pp2
it K IA A Hogl K& AF/ETA4 W, 1 Ptp3 it &
ik X FENH Hogl EALTHEE AT,

2.2 Pbs2 BIELRARESL

A RIBERF I, Pbs2 LRAEIEHE#H B
BEMELEMET, WAETHREY. WAL sskl
stel 1 MR K REZARBH pbs2 BEEEIE B KRR A4
W, BiE LM {E Pbs2 $7P BIREEF A0 ARAR M AE K
X, HidFEFE Sinl #1 Cdcd2 HIFERS 59, JF
5|4y Hr#R B : Pbs2 N KimEH#%iE H15 5 (nuclear
export signal, NES)/¥%1, 4 NES #KJ5, Pbs2 &
BTN, XTRGEE R Pbs2 RIYEY MAPKK Wisl
BATHIR, KT 52 ML) NES. 1 Pbs2 NES &t
AR IR E AL AT Pbs2 C A i it I ) NLS261,
IX LT ST R B Pbs2 FH Wis1 76 038 FO40 fu s N 548,
SRR B a7 A1k, NES F1NLS HIIhREAE 2,
R — AN B[R] I R S 2 %) Hog 1 I BUIE WA B 2
.

W LB W) 40 M A7 5 B BEHog 1 MAPKIR 1228
LI S2 WA %5 1 p38 MAPK {5 518158, H:MAPKK
Mkk3/Mkk6 5B MAPKK Pbs2, MAPK p38 L&
i} MAPK Hogl ¥ H AWM RVENE . wE.3h%) p38
A LLSE 2 HANERE hog I\ SRR S AE REFHS 1B A )
UM, KU Hogl @27 AP RIRTFHY.
K% p38 MAPK i&124b, MWiFL5N4) INK (c-Jun kinase)
MAPK @2 RIFEZ RIFBEME, KIMERG, K
HE R NS A &R S . p38 Al INK 7E40 g R
LRI E, X EERHTAERNERITREF
mRNA HIEFRMBIEERK. ARME, INK %
MAPKK Mkk4 fJ¥#0E, 1 p38 2 MAPKK Mkk3 5
MKK6 FI8I5 28,

R, BREBER HOG (5 5 SREBMAC
ZHRR KR, JLHAMZ&RZ 05 F Hogl ()
Dife ML RENHI DA ARG EE R, HEXH
A M sE AL AR AT TIE— BN, HHE

Hog1 MR [a) 8% Py S R LI DL B 44 75 S
B FANA TSGR, 8% KGN RN G Hogl i
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High Osmolarity Glycerol MAP Kinase Signal Transduction Pathway

Hai-Hua Ruan, Xi-Chuan Li, Pei Lan, Ling-Huo Jiang*
(College of Pharmaceuticals and Biotechnology, Tianjin University, Tianjin 300072, China)

Abstract High osmolarity glycerol (HOG), one of the classical MAP kinase cascades, is essential for cell
survival under high osmolar conditions in Saccharomyces cerevisiae. Here, we reviewed the recent progress on the
study of the whole HOG pathway as well as the regulation and functions of the components in the HOG pathway.
The study on how yeast cells respond to high osmolarity has provided the basis for our understanding of mammalian
and plant cells in response to environmental stresses.
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