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1988\ 8UH-B 1993 1247tA Agoigta FA
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o|gH(>75%) (3) A4 A=A AEEFY Ay
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84loll4] 2.4 124] Alelo] Algal i AlE S5l o
FE F4 e FES HaAT 4847 o)A FUAH
of 2o A deb sln 3L AFE 9
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LESSH A4zl vld] fodtAl H3tm(49.2+
b | 1} 3.0mmHg vs 24.3+7.0mmHg, p>0.001), H=Ag
(2.4+2,0mmHg vs 1.8+1.5 mmHg) & 4 5 3%
583l HLES+ 2& 7|7kl Azdd F4ez 4 (LES44} 3cm) 4%sbe] #0|(110.3+30.5mmHg
EWSHARE Al E 4569 F 1401(3.1%) & A3t vs 98.7+35.4mmHg) = o3 xe)s} Udch
Ark dolE 12404 66412 HF 44410190z dd  (Table 1) (Fig. 1, 2).
HlE 10622 oxjellA HA wokel fabe 54

o oisprate] 6o, WESo|Brre] 3o, FEo| 36, o &
A BH-ZFo] 2ed0]iet AE $EAHo) Yojd Fag 3o 2 A

Table 1. Clinical and Manometric Profiles in 14 Patients with Hypertensive Lower Esophageal Sphincter

Number Age/Sex Chief complaint Associated disease LES Nadir Contraction
pressure pressure amplitude
(mmHg) (mmHg)  3cm above LES
(mmHg)
1. 55/F dysphagia 45.0 4 155.0
2. 66/F dysphagia 46.8 4 96.0
3. 63/F dysphagia major depression 48.3 2 85.0
4, 58/F dysphagia 54 .4 2 157.0
5. 41/F dysphagia 52.2 2 92.0
6. 12/M dysphagia 45.3 0 118.0
7. 29/F globus sense 48.5 4 121.0
8. 46/F globus sense 45.8 2 56.0
9, 54/F globus sense 52.9 0 121.6
10. 33/F chest pain 47.3 6 152.0
11, 48/F chest pain 48 .4 2 89.6
12, 59/F chest pain 51.0 0 126.0
13. 27/F epigastric pain tension headache 51.0 5 88.8
14, 31/M epigastric pain 52.0 0 86.0

LES: Lower esophageal sphincter

Fig. 2. Complete relaxation of hypertensive lower
esophageal sphincter (100 mmHg scale).

Fig. 1. Three ive lower esoﬁﬁagel
sphicncter pressure by rapid pull through
techinique (100 mmHg scale).
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e 7% 2ol e EAldte A JF =
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Wt AARE A% Rkabe] 2.3~8.8% FH=e HIEE
2E 3 gy viaA = AR, 4ol F
ez wge How =Ho gk £ AFeME
3.1% % A slglen ofxjolA FatrEch 66 Bk
th, dAlel4 B7e olf+ EEHIht AaAe FA
o d@ye] e Aoz A ev 53 Eat

(anxiety), Al3)}2}alell (somatitation) 7} ¢l §xlol
A E3 Zler Rasa ol B QdFoHlE 299
o] 2L gkA}oll A F 8 98- (major depression), 71 3H4]
% (tension headache) & $4b3ti 9lgich

YAzt F2 54 FAL A2, F5old
a2 Aol E5E 34de ALE o,
HLESel| 4 &4e] W] o A7)e=x& diksia] g
o, AU G4 SAEY o]Eo] HAHEH
AR-elA wE AdEe 3R EZY AF F
whElckE Ba, KayerP'V AlAlgk g3l4] mgh4
LESE E#3l7 #8 dddez Amsliaie] 7
B FEo] dejvithe s, mokololH A EETe]
A ArgEsirt Fohgche 2@ 58 Az
B o, 4% LES A5 2@sls HETe v
ab4] mqkAE®E B 4 gl ey ZEAVIAES
4 FuelA &, £9Ys HLES $xlelA+ Alxd)
HaAl gl &vp5t 4ol vld Rt S U
e HP0] whiksn g}, ¥ dTFCME AR
FZate] Fole F4& o]z} glsich LES pres-
sures} FAHY Eob widBlR] G AR WEHA 9
oud B oiFo| % Z4alol] & LES pressured] z}
ol WAL 4 gigich

%M Freidin®® ¢ ¥ #H=9t(nadir pressure) o]
ZA0 Bedgictn ik

z A4l s

Fig. 3

. or Spam-like appearance 0O
esophagogram in two patients with dysphagia (case 2, 5.
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Clinical and Manometric Findings of
Isolated Hypertensive Lower
Esophageal Sphincter

Young Kuk Kim, M.D. and Young Weo Kang, M.D.

Depariment of Internal Medicine, Keimyung University
Medical School, Taegu, Korea

Objectives: Hypertensive lower esophageal sphincter,
an uncommon esophageal motility disorder,
frequently associated with the nutcracker esophagus so
that it was difficult to know which motility disorder

was

was the cause of the symptom. The present study was
performed to evaluate the clinical and manometric
findings of isolated hypertensive lower esophageal
sphincter.

Method: The clinical findings of 14 patients with
isolated hypertensive lower esophageal sphincter were
studied and manometric findings were compared
between 14 patients and 15 normal subjects.

Result: 14 cases among 456 cases who undertaken
esophageal manometry from August, 1988 to December,
1993 were diagnosed as isolated hypertensive lower
esophageal sphincter (3.1%). The average age was 44
years old, ranging from 12 to 66. Male to female ratio
was 1:6. Chief complaints of the patients were dysphagia
(6 cases), globus sense (3 cases), chest pain (3 cases), and
epigastric pain (2 cases). The LES pressure was signifi-
cantly higher in patients with isolated hypertensive
lower esophageal sphincter compared to normal control
subjects (49.2+3.0 mmHg vs 24.3+7.0 mmHg, p<0.001).
But there were no significant differences in the nadir
pressure (2.4+2.0mmHg vs 18+15 mmHg)and the
amplitude of contractions at 3cm above LES (110.3+30.
5mmHg vs 98.7:+35.4mmHg).

Conclusion: Esophageal manometric evaluation is
necessary considering variable clinical manifestation of
the isolated hypertensive lower esophageal sphincter.
Longterm follow up studies should be taken to evaluate
pathophysiologic mechanism and theraputic effect in
large numbers of patients with isolated hypertensive

esophageal sphincter.

Key Words: Hypertensive lower esophageal sphinc-
ter, Manometry
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