W E 41 B4 24224 Chinese Journal of Cell Biology 2014, 36(12): 1630-1635 DOI: 10.11844/cjcb.2014.12.0189

pP3ISMAPKEIRE & —F (it s BkFiEi ey
FRER =t EHEARD AT

AR RKKE" LWEHR R A EAE EBEZZT ERH
(U BE R 0 AR B 0T 3, UM 325035; 2 VL4483 e 2 e BB, BN 310005)

e % S § AR =6 2 F K Rb AR A S = BAL AT 2 ol 48 69 4F A AL 5
P3SMAPKAZ Fi#i 3469 % . RAIEIARESD K RAF 30 Bk 78 L2 iL(PASMCs), B 5% 2~5X. 4a fits, [
Ao B FBLANL). KA ZH = AMAK (1% O,, 6% CO,)LA(HA). (KA H = AALE +8 mg/mL
RbZB(Rb 40). KA & = AAAK+40 mg/mL Rb 2L (Rbyfl). fKE. 5 —AAA+100 mg/mL Rb, 28 (Rby
0., M 24 Wl Emie, o R KRR %05 Bt ik M p38SMAPK BB L& & 69 R A K-F | F 2 Ti
3 R TR A Bl ik BB X AAR M p3SMAPKIL B 69 £ K K-F . p-p38MAPK & & /£ N & X 55 R4 ; 4%
Z H#E, Rb,F 2L (Rb.. Rby. Rbyfl)&k A ¥ REIAZZ MG, ARbWALR A B3, 274 A 4t F & XL
(P<0.01); p38MAPK mRNAEN%L & iA42 55 ; 5 HZAAR L, Rb.. RbyA2Rbul F p38MAPK mRNA &
KRR E T I, PARbyZE IR A 5 (P<0.01). ERZER &9, p38MAPKAE 5@ 34 7T fe A5 K R
IREE — BACB AT ) Bl 4 5 = 23 4K Rb, 7T f838 1247 4] p38MAPKAZ 5 18 3449 R34 ik 42
IREE = AR AT 2 BRI 4

KR AR ALK Blishikis K p38MAPKAS Sl i =L 1 HL AR,

The Expression of p38MAPK in Hypoxia Hypercapnic Pulmonary Arterial
Smooth Muscle and the Intervention of Notoginsenoside Rb,
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Abstract This research will explore the mechanism of notoginsenoside Rb; to alleviate the hypoxia hy-
percapnia-induced pulmonary vasoconstriction and the role of p38MAPK (extracellular singal-regulated kinase)
signal pathway playing in it. The pulmonary artery smooth muscle cells were primary cultured and the second to
fifth subcultured cells were incubated with 8, 40 and 100 mg/mL notoginsenoside Rb; respectively under the hy-
poxia-hypercapnia condition (1% O,, 6% CO,). The cells were harvested in 24 h. The phosphated p38MAPK of
the cells was detected by Western blot and p38MAPK mRNA was examined by reverse transcription polymerase
chain reaction (RT-PCR). The expression of phosphated p38MAPK of control group was significant lower than
that of other groups. Compared to hypoxia-hypercapnia group, the expression of phosphated p38MAPK in notogin-
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senoside Rb;-treated groups (Rb;, Rby and Rby groups), especially in Rby group, was significantly lower (P<0.01).

The expression of p38MAPK mRNA of control group was significant lower than that of other groups. Compared to

hypoxia-hypercapnia group, the expression of mRNA in notoginsenoside Rb;-treated groups (Rb., Rby and Rby

groups), especially in Rby group, was significantly lower (P<0.01). These results indicate that p38MAPK can induce

hypoxia hypercapnia-induced pulmonary vasoconstriction in rats and notoginsenoside Rb; can alleviate hypoxia

hypercapnia-induced pulmonary vasoconstriction by inhibiting the p38MAPK signal pathway.
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Fig.1 Identification of the primarily cultured rat

pulmonary artery smooth muscle cells (100%)
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A: negative control; B: positive reaction, red arrowheads indicate a-smooth muscle actin.
El2 KR AHENEK TR A0 AR 5o 2 AR AR L F RS E (200%)

Fig.2 Immunohistochemistry identification of rat pulmonary artery smooth muscle cell (200x)

p-p38MARK 43 kDa

El3 Z4HAKFPASMCs p-p38MAPKZE [ Fix
Fig.3 Expression of p-p38MAPK protein in rat PASMCs

from different groups
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Fig.4 Expression of p-p38MAPK protein in different groups
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Fig.5 Expression of p38MAPK mRNA in rat PASMCs from
different groups
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*P<(.05, **P<0.01 vs N group; “*P<0.01 vs H group.
El6 %Hp38MAPK mRNAFRIELERILE
Fig.6 Expression of p38MAPK mRNA in different groups
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Relative A value of p38MARK mRNA
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#1(r=0.884, P<0.01)
Fig.7 The correlation analysis between p-p38MAPK protein
and p38MAPK mRNA in all groups (r=0.884, P<0.01)
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